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PREFACE 


lx issuin',' the seventh volume of this work, and announcin'' yet 
another to conclude it, I am exceeding by twcj volumes tlie’ space of 
our former estimates. Estimates based ui»on tlie jiro])ortionate 
]»arts of the previous English treatises on me,dicinc, evim of the 
more recent of them, proved erroneous in the j)re,sent phase of 
extraordinary movement and expansion in oiir art and in the sciences 
ancillary to it. 

Moreover, when in consultation with the writers of the .sections 
on Diseases of the Lar}Tix, 1 had to decide whether these depart¬ 
ments of medicine sboidd be dealt witli* as completely and as 
intimately as ex[ierts in the subjects wmdd reijiiirc, or whether they 
should be han.dleil in the lighter and more succinct fashion wbicb 
might prove suHicient for the general practitioner. 1 dcciflcd 
to accept the former alternative; ami, in doing so, 1 implicitly 
decided that the special departments of Tropical Di.sea8e8, of Mental 
Diseases, and of Diseases of the Skin .should be dealt with on a 
similar scale, and iv respect of no lower a standard. 

It is a great .satisfaction to me t<» fintl that in private con- 
fei'i—^e and in the columns of the press my brethren of the 
pnjfession, both in Great Britain and in America, have given their 
cordial approbation to my enlargement of the work so far as to 
make the reader independent of special handbooks within ^thc 
sphere of medicine strictly so called. 

Even in a pecuniary sense, then, 1 tatfSt the purchasers of this work 
will find themselves not the poorer for a present larger outlay. 
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In the tiiglilh volume the Diseases of the^^vrvous System will 
Ije finished: and the Cull seelioiis, as idieady vefeired to, on ^lental 
Diseases and on f)iseasos ol' the Skin will he adfled. Tliese parts 
are in revised proof, and will he puhlislicd fo<»tli\\ith. 

Aly readers will liearwitli satisluetion that in tlie editing of those 
sections respectively 1 have had the eo-ojienition of Dr. Savage me’ if 
Dr. I’ayiie, to whom I take this occasion to oiler my cordial thanks 
for their valuahle counsel and aid. 'I’o my aeeomiilished eollei 
Dr. liollestoii I must once more acknowledge mv dehi, apd express 
my gratitude for his help throughout this large iliafertal lng iiow so 
near iLs fiillilmeiit. 

Ahove all, my tlianks are due to my contrihulors, many of them 
my iiensonal friends, all my loyal and iiolent allies. If our 
corn'spondeiiee wen* occasionally enlivened hy passing asjx'i’itii's 
concerning dales and promises- aspeiilies too often laelureil with a 
resignation I could h.i\e regretti'il—I can never forget my happ\ 
experience of tlie dust and kindlme.ss which ])ri‘vailed in exerv one 
of them to the forgixeness of crilicisins alwais frank, olleii no douht 
hasty and unrea.sonahle : or of rutldess handling of imjioiiani manu¬ 
scripts which in the conr.se of liis functions the Kditor felt obliged 
to carry out according to his lights, undeterred hy tlie inward \oi<p' 
which continually remindeil him of his own fallihilit\. 

To the I’uhli.sheis 1 am grateful for their unfading courtesy, and 
for their vigilance in anticiiiatiiig my own wishes and thosf of my 
coutrihutors; also for tlieir suhmi.ssioii to the ilelays which m such 
undertakings as the present seem ine\ itahle. 

Yet to appreciate tlu‘se aids and encouragements is to hring 
home to me the respousihdity fur many shortc imings 
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Anxiety, prolonged, cause of epilepsy, 768 
Aphasia, ami other defects of speech and 
writing, 394 ^ clossiflcation, 403 ; due to 
dcgrmlation of ]>yramidal lihres, 4(l5 ; to 
disabilities in auditory and visual word- 
centres, 423 ; to disabilities in glnsso- 
kiniEstlictic and chciro-kinsDsthctic centres, 
410 ; to structural or functional degrada¬ 
tion in motor centres, 404 ; introilnction, 
394 ; biidiograpliy, 446 
Aphasia, distinction from hysterical mutism, 
421 ; in apoplectiform 6ts in general 
paralysis of the insane, 707 ; in intra¬ 
cranial syphilis, 674 ; in vascular occlu¬ 
sion from thrombosis, 567 
Aphasia, commissural, 443 
Aphasia, motor, lesion eaiising, 295 
Aphemio, 405 

Aphonia, relation to liysterical mutism, 419 
Aphthoiigia, 404 

Apoplectic attacks in iiitracrauial tumours, 
652 

Apoplectic onset of cerebral hiemorrhagc, 617 
Apoplectiform attacks in disseminate scler¬ 
osis, 63 ; diagnosis from, 89 ; in general 
paralysis of the insane, 706 , diagnosis 
from, 723 

Apojilectlforin bulliar par.alysis, 220 
Apoplexy, nee Ilnmiorrhagc, cerebral, 695 
Apiiaratus, mechanic,al, in treatment of 
anterior poliomyelitis aeut.a, 205 
Arachnoid cyst, 711 
Arachnoid hicmorrhage, 624 
Argyll-Roliertson pupil in tabes dorsalis, 
113 

Aritlimoiiiania in psychical tic, 885 
Arm, muscles of, in progi'essive spinal 
musclar atrophy, 210, 216 
Arrested cerebral dcvelnpiiient, see Infantile 
cerebral degeneration, 728 
Arterial hyperamiia of the brain, 256 
Arterial obstruction from syjihilitic peri¬ 
arteritis and endarteritis, 674 
Arteritis gninmosa in intracianial svphilis, 
687, 689 

Arthropathy, talwtic, 123 
Articulation, alfections of. in Fricilreich’s 
ataxia, 153 ; in lesions of pons Vaiolii, 
358 ; meehanism of normal, 448 
Articulation, paralysis of movements of, 287. 

and aphasia, 295 • 

“ Association areas,” 401 
Astasia in lesions of cerebellum, 363, 373 
Asthma, insomiiia in, 751 
Ataxia in tabes dorsalis, 115 ; hereditary, 
152 ; cerebellar, diagnosis from tabes, 129 
Ataxic disorders in lesions of pons Varolii, 
«57 

AtaHic paraplegia, 145 ; diagnosis from 
disseminate •ilemsis, 86; from tabes 
dorsalis, 129 

Ataxy, cw-ebellar, 364 ; myelitic, acute, 15 
Atheroma, 610; distinction from luetic 


endarteritis, 688 ; in vascular occlusion 
from thromlxisis, 563 

Athetosis, dhignosis from convulsive tic, 881; 
in birth pals;^735 ; in hemiplegia froiif 
thrombosis, 5w ; in infantile hemiplegia, 
741 

Atrophic spinal paralysis, see Poliomyelitis 
anterior acuta, 18fi • 

Atrophy, cer^Jiellar, 362, 365 
Atrophy of arms and muscles of back in 
syringomyelia, plate, 163 ; of briyn .sub¬ 
stance, etiect on cerebro-spmal Hind, 245 ; 
of eerelHdIiim, 362; analysis of cases, 
table, 366 

Auditory aur,-!, 774 ; in irritative lesions of 
temporal lobe, 322 ^ 

Auditory imiiressioiis^ovtical centre lor. 320 
AiuUtory word-cenwe, 395 ; different mode 
of incitatioii from visu.al word-centre, 398 ; 
results of lesions or destruction in each 
hemisphere, 429 

Auditory word-centre, left, effects of com¬ 
bined lesions m left visual centre and, 439 ; 
degradation or damage of, 426 ; ilestrnc- 
tion of, 428 ; isolation ot, 429 
Anne of epilejisy, 769 ; auditory, 774 ; bi¬ 
lateral, 773; olfactory and giistvtou', 
774 ; psychical, 775 ; visual, 774 
Aural disease, recognition of, in medical 
]iractice, 577 

Auto-intoxication in general p.aralysis of the 
insane, 718 

Automatism in infantile hemiplegia, 742 ; 
post-epileptic, 778 

Uacteiiial myelitis, 7 

Bedsores in thrombotic hemiplegia, 569 ; in 
myelitis, 14, 30 

Uergeroii’s disease, diagnosis from com ulaive 
tic, 880 

Birth palsy, 735 ; diagnosis from dissemin¬ 
ate sclerosLs, 89 

Bladder in disseminate sclerosis, 71 ; in 
myelitis, 13, 19 

Bleeding in treatment of cerebral hienior- 
rliage, 628 ; *in trcr*ment*of piieriwral 
eclampsia, 821 

Bleph.aroptosis m le.sions of parietal lobe. 312 
Blood, cerebr.al, expression of, 265 ; remoial 
of clot, 267 

Blood, ill tuberculosis meningitis, 478 
Blooil-pressure, arterial, in puerp,j'ral eclof i;:* 
sia, 807 

BloiJl ipiautniii of the brain, 246 
Blood, toxicity of, in puerperal eclampsia, 
816 

Blood-vessels in cerebral hangorrhngg, 610 : 
ill dissemiiiatc sclerosi?, 82 : in general 
paralysis of the insane, 713 
Bone, spontaneous fracture of, in talies 

dorsalis, . . 

Bones, affections of, in sjiviiigoaiyelia. 163 
I Bowels in simple meningitis in children, 533 
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Bracliial, liracliio-crural, braoliio-facial mono¬ 
plegias, 294 

Brain, abscess of, 630 ; abscess secoiulnry to 
* ear disease, 585 ; amviiiia of, 258 ; aiul 
cardiac pulse, 240 ; bloml in, 215 ; com¬ 
pression, 265; congestion of, 256; disease-• 
of, 239; flow of blolid through, 255 ; 
gnmnm of, 686 ; liyi-l;nemia, 255 ; lymph 
of. 243 

Brain, concussion of, 456 ; from direct blows 
on yio cranium, 458 ; from indiroet 111 - • 
jury, 459 ; treatment, 463 
Brain disease, organic, and epilepsy, 784 
Brain, in general paralysis of the insane, 
712 ; in puerperal eclampsia, 813 ; scler¬ 
otic condition, as result ol birth palsy, 73S 
Bright’s disease, aiu^ ijciebral hiPiiiorrlinge, 
613 ; diagnosis from intracranial tumours, 
657 ; chronic, insomnia Ai, 751 
Hroadbent’s hypothesis, 566 
Bronchitis in chronic biiUiar paialysis, 230 
Bulbar nerves, alfection of, 111 lesions of 
medulla oblongata, 391 
Bulbar myelitis, acute, 391 
Bulbar palsies, 211, 219 ; pseudo - bulbar 
forms, 220, 224, 333, 393 
Bulbar }>nlsy, diagnosis ftoiii syringomyelia, 
174 

Bulbar paralysis, apoi>lectiforni, cause of, 390 
Bulbar paralysis, sudden, 220 ; acute in¬ 
flammatory, 225 : cinonic 226 ; distinc¬ 
tion from pseudo - bulbar, 333, 393 , 
eictra-cranial causes, 234 ; general dia¬ 
gnosis, 236; inlra-niicleai, 233 , without 
apparent aniitomical changes, 235, 238 ; 
bibliograiihj, 237 

Bulbar symptoms in amyotrophic lateral 
sclerosis, 178 

(iAlssos disease, 38 ; as cause ol acute myel¬ 
itis, 5 ; bibliogiapliy, 43 
Capillary pressure, cei-ebral, effcit on cerebro¬ 
spinal fluid, 243 

Carbuncles in general jHindysis ol the insane, 

708 , 

Cardiac afleo^ions^d chorea, 833, 848 
Cardio-rcspiratory disturbances in apoplecti¬ 
form bulbar jiaralysis, 393 
Caries of the tyiii]>aiiuni, as cause of vertigo, 
*580 

Carotid at tery> compression of, 260 
“Carrefoof sensitif,” 331 
Catalepsy, association with a)>liasia, 417 
Catarrh, preceding siinide meningitis in 
children, 514, 5-31 
Central ataxia, acute, 16 
“Certre for eoncepts,” 400 
Centrum ovale, lesions of, 328 
Cephalic aura in epilepsy, 774 
Cerebellar ataxia, diagnosis from Friedreich’s 
ataxia, 155, 158 ; heredita^-, 157 
Ccrelicllar Jhcourdination in cerebral abscess. 
587 


“ Cereliellar hifliix^’ 529 
Ccreliell.ir innertatiem of limbs, 372; Inemor- 
rhiigc, 361 • 

Cereficllar heredo-ntaxy, 384 
Cerebellar peiliineles, lesions of. 

Cerebellar tniiioiir, diagnosis tioni ataxic 
paraplegi.i, 147 

Cerebellniii, abscess 111 . 644 : giininiaof, 676, 
680 ; h.eiiioiihage in, 623 ; liinctioiis ol, 
528 

Cereliellnm, Icsioii.s of, 366 ; iiilliicnce on 
life of, 38.3 ; sy mptoiiintolugy, 362, :t83 , 
troidiic inlluence of, 382; bibliographt. 
385 

Ccrcbi.al alfections, syphilitic, sic Syphilis, 
lutracianial, 668 

Cerebral i iiciilalioii, e.\perimeiilal pathology 
of, 239 ; an.einia, 258 ; hypei.eiiiia, 255 : 
j.ulsation, tlie, 2,19 , tenons congestion, 
262; cerebio-spin.d fluid, 211; e,\pcii 
mental conipiession of the brain, or t‘\ 
piession ol the cerebial blood, 2ti,5 , 
Jinneiplcs of the cerebral circiilation, 211; 
bibliography, 270. 

j Ceiebral compression, syiiiptoins, 626 
I Ceiebral disease, regional diagnosis of, 271 , 
disease ol Uolandic or moloi region, 2-84 , 
lesions of cciilinni ot.ih- anil intciiial 
capsule, ,328 , ol cciebcllar peduncles, 386; 
ol cciebellnin, ,360 ; ol eorpoia ipiaiiri- 
geniiini, 345 , ol coipoia stri.ila, 331 ; of 
corpus callosiini, 325; ol ciiiia cciebri, 
312; of lalciloriii lobe, 307, ol Irontal 
1oIm.‘, 273 ; of medulla oblongata, 389 ; of 
o'-cipital lobe, 315 ; ol oplic lhalanil, 336; 
of parietal lols-, 310 ; ol pons Vaiolii, 
350 ; of tempoial lobe, 319 
Cerebral heinispheie, asjieets ol (ligs.), 27 I 
Cerebral tumour, 615; diagnosis Ironi ills 
scmin.ite si-lerosis, 88 

Cerebral veins and siniises, thrombosis, 573 , 
III chlorotic patients, 57 I 
Ceieliral tessels, oc* liisioii of, 560 ; eiiiholism, 
560 ; tlironihosis, .563 ; treatinenl, 570 
Cerehial tessels, syphilis of, 687 
Cereiiiitis, ihionie, diagnosis fioni iiitr.a- 
er.aninl tiiiiioiirs, 658 

Cerehro-s)iin.il fluid, 241 ; in hydroee]ihaliis, 
531 . aei niniilatioli ol, 510 
I Change in niiHle of lile as i-aiisc of insoiiiiiia, 
748. 

Cheiro-kina-sthetic centre, 3!ir> ; disal.ilities 
ol, 410 

Chey iie-Stokes res|iiratioii in eerehral ana-inia. 
259; ill iiitraerunial tiiiiionrs, 656 ; in 
simple meningitis in (.liildren, 531, 555 
Childien, cerehr.al palsies of, 735 
Cliloroforiii, elfeets on coiiipeiisatoiy ineiAaii- 
isiii of cin-iihitioii, 252 
Chorea, 829 ; musation, iBO ; ihronic pro¬ 
gressive, 859 ; climate, season, locality, 
831 ; congenital, 862; diagiirisis, 851 ; 
diagnosis from Friedreich's ataxia, 155 ; 
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from paramyoclonus multiplex, 894 ; 1 
“electric,” 864 ; hereditary, 859 •, morbid | 
anatomy, 837tj “painful,” 845; “para¬ 
lytic,” 851 ; pathology, 839 ; poet-herai- 
plegic, diagnosis from convulsive tic, 881; 
prognosis, 853 ; recurrence, 850 ; senile, 

862; sex and age in, 830 ; symptoms, 

841; treatment, 854 ; bibliography, 865 
“ Chorea-eorpuscles,” 838 
Chorea m^jor, diagnosis from eonvnisive tic, 

880 

Chorea, post-hemiplegic, in lesions of optic 
thalami, 338 

“ Chorea spastica ” in birth palsy, 736 ; in 
infantile hemiplegia, 741 
Choroid, tubercles of the, in tuberculous 
meningitis, 477 

Chlorosis, favouring coagulation of blood, 
563 

Circulation, cerebral, peculiarities of, 609 ; 
general, associated lesions of, in cerebral 
hiemorrliage, 612 

Circulatory system in chorea, 847 ; in tabes 
dorsalis, 122 

Clonus of lower jaw in aniyotro]>liiu lateral 
sclerosis, 177 

Coma in caisson disease, 42 ; iiost-epileptic, 
778 

Coniniissiires between word-centres, defects 
of spcouli and writing <liic to dainago to, 
444 

Compression of the brain, experimental 
eifects of, 265 

Conception as apart from {lerception, 400 
Congenital chorea, 863 ; hydrocephalus, 545 
Congenitid spastic paraplegia, 735 
Congestion of the brain, 256 ; as cause of 
puerperal eclamirsia, 814 
Congestion, irritative, ns cause of aphasia 
and agraphia, 416 

ConscionsnesK, loss of, in concussion of the 
brain, 457 ; in liead-no<lding, 907 ; in 
tuberculous meningitis, 478 
Consciousiieas suspended, in epilepsy, 779 
Consonant soiimls. 449 
Constipation in tuberculous meningitis, 474 
Convulsions in chorea, 847 ; in lesions of 
cerebeilum, 375 ; in simple meningitis in 
children, 493, 529 ; in tuberculous menin¬ 
gitis, 475 

Convulsions, epileptiform, t in intracranial 
tumours, 652 ; in lesions of centrum ovale, 
329 

Convulsions, infantile, as cause of epilepsy, 
765 

Convulsions, reciiiTing, in birth palsy, 737 ; 
in infantile liemiplegia, 740 ; reHex, jier- 
petnation of, in epilepsy, 761 
Convftlsive tics, 873 . 

Convulsive tremoa'-see Paramyoclomu multi- I 
plex, 888 

Coprolalia jai convulsive tic, 877 
Corona radiata, hamiorrhages in, 621 


Corpora qiiadrigemina, lesions of, 345 
Corpora striata, lesions of, 331 
Corpus callosniii, lesions of, 325 
Cortex, hamiorrhages in the, 622 
Cortex in Jacksonian epilepsy, 288 
Cortical lesion in 6|^t two years of life, cause 
of epilepsy, 766 

Cortical substance, ;firalysis in destruction 
of, 292 . 

Cranial nerve palsies in tuberculous meniii- 
• gitis, 475 • 

Cranial nerves and nuclei in lesions of pons 
Varolii, 352 

Cranial nerves in cerebellar disease, 381 ; 
ill liiemorrlinge into pons Varolii, 623 ; in 
syringomyelia, 164 # 

Cranium, contents of^Ml ; hemorrhage in, 
as cause of cer^ral compression, 265 
Criminal acts in general paralysis of the in¬ 
sane, 719, 723 

Crura cerebri, lesions of, 342 ; abscess, 343 ; 
distinction from lesions of internal r.apsiile, 
344 ; hamiorrhage, 343 ; softening, 343 
Cniral monoplegia, 294 
Crus cerebri, liiemorriiages in, 622 
Cutaneous alfections in chorea, 849 ; in tabes 
dorsalis, 125 t 

Cutaneous sensation, aHections of, in lesions 
of pons Varolii, 356 

Cutnneoiis sensations in tabes dorsalis, 110 
“Cyclical breathing” in simple meningitis 
in children, 531, 555 
Cystitis ill myelitis, 14 
Cysts in eerebellnm, 362 
Cysts of the brain, congenital, in hydro¬ 
cephalus, 545 

Deaknkss, 578 ; in tabus dorsalis, 119; 
complete, from Viiiateral lesion of sujieiior 
temporal convolution, 321 
Deaf-mutes, condition of brain in, 323 
Deatli, modes of, in puerperal eclampsia, 808 
Death of fcrtiis, initiience on puerjieTal 
eclampsia, 809 

Decubitus acutus, jii hemiplegia from throm¬ 
bosis, 569 ; in tuberciiI9hs mlSiingitis, 473 
Deformities in primary spastic paralysis, 142 
Degenerations, secondary, in myelitis, 10 
Deglutition, affections of. in lesions of meduljx 
oblongata, 393 ; in lesions of pons Varolii, 
358 «> 

Delirium in onset of puerpcr,al f'clampslh, ‘ 

80 ^ 

Delirium tremens, insomnia in, 750 
Delivery, diuresis after, 800 ; effect upon 
eclampsia, 810 

Dementia paralytica, see Gciysrai paral}4is of 
the insane, 690 

Dementia, progressive, diagnosis from general 
paralysis of the insane, 720 
Dentition, as fanse of head-nodding, 903 ; 
inHuence on simple meningitis^ children 
515 
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Dermatitis due to bromide, 792 
Dexelopment, retardation of, cause of evi- 
^ lepsy, 766 

Diarrhoea, as cause of siriplu thrombosis of 
cerebral veins, 573 

Diastole and systole of tl^ bruin, 240 ' 

Diphtheria as cause of acute otitis, 583 
Direct paralysis, 293 

Disseminated sclerosis, diagnosis from atuiiiu 
paraplegia, 147 ; from general paralysis of 
the > insane, 722 ; from tabus dorsalis, 
129 

Dissociated amesthesia, 160 
Diuresis after delivery, 800 
Divers’ paralysis, 38 ; as cause of acute 
myelitis, 5 t 

“ Drawback phouatick 'i of stutterers, 4.52 
Dreams, 756 ^ 

••Dreamy state” in abscess of tcniporo-spheii- 
oidal lobe due to ear disease, 587 
Drugs in treatment of chorea, 850 ; iii treat¬ 
ment of simple meningitis in uhildreii, 557 
Diibini's disease, 864 ; diagnosis from para- 
myoclonus multiplex, 894 
Dj sartliria in lesions of meilulla oblongata, 

392 

Dyspepsia, cause of night terrors in children, 

767 

Dysphagia in lesions of medulla oblongata, 

393 

Eah, certain aBcctions of, 577 ; tleafness, 
578 ; hysterical deafness, 578 ; introdiie- 
tlon, 577 ; mastoid neuralgia, 582 ; Meni¬ 
ere's disease, 581 ; ikuii, 582 ; palsy of 
seventh ner\e, ,582 , symptonis, 578 ; tin¬ 
nitus, 679 ; vertigo, 579 
Ear disease, intracranial coniplicntions of, 
585; abscess of brain, 585 ; diagnosis 
from aliscess of brain, 639 ; diagnosis iroiii 
tuberculous meningitis, 484 ; diffuse 
suppurative meningitis, ,597 ; lateral sinus 
pyiuniia, 598 ; lateral sinus sapr.eniia, 
604 ; lateral sinus scpticieinia, 003 
Echokinesis 111 convulsive 4ic, 878 
Echolalia, -*58 ; iTronvulsive tic, 877 
Eclampsia nutans, 909 
Eclamiisia, pucriieral, 797 ; acute renal 
disease of pregnancy, 802 ; antecedent 
conditions, 803 ; chronic renal disease ol 
pregnancy, ^798 ; course and terminations, 
808; idiagnosis, 820; <lillcrent renal 
diseases that may occur with pret>jpniioy, 
798 ; frequency, 797 ; morbid anatomy, 
810 ; pathology, 813 ; prognosis. 809 ; 
temperature in, 806 ; the Obs 804 ; time 
o? onset,’ 8(^ ; treatment, 820 ; without 
fits, 802 ; bibliography, 827 
Ei'lampsia rotans, 903 
Ikistasy, association with aphasia, 417 
Electric chorea, 864 j diatnosis from con¬ 
vulsive ^ic, 880 ; from paramyoclonus 
multiplex, 894 


I Electrical re.sctioii in clioi-e,-i, 845 
\ Eiiiliolisiii cerebral,* 560 ■. diagnosis from 
iillhcrsa of brain due to 9ar disease, 595 ; 
diagnosis from cerebral lueniorrhage, (f26 ; 

' loc.al effects, 561 ; symptoms, 562 ; treat¬ 
ment, 570 

, Enibolisni of aiterioles of inediilla oblongata, 
3it0 

' Eniliolisnis, minute, as eniise of aphasia, 416 
' Kinotion and chorea, 836 ; ami epilepsy, 767 
Kmotinnal instability III geiier.il paralysis of 
the insane, 703 

I Eneephaloinyelitis. acute disseiiiinated, 16 
I Enilarteritis liietiea in intracraninl syphilis, 

] 687 ; terniinntion, 6,88 

I Endarteritis post ligatunini, 688 
; Endarteritis, syphilitic, 687 ; as cause of 
thromliosis, 564 ; treatment, 571 
Eiidocaidial changes 111 chorea, 8<‘I3 
Eniiocarditis, infective, cerebral lueniorrhage 
in, 607, 612 

Enteiic fever, diagnosis from tiibereiiloiis 
meningitis, 48^2 

Ejiendyiua of the veiiti'ieles, thickening of, in 
eoiigcnitai liydrucephaliis, 515 
Eiieiidyinitis, chronic, iii hereditary cercdiral 
syphilis, 689 

Epidemics of polioniyclitis anterior lu'iita, 
200 

Epigastric aura in cpileiisy, 773 
Epilepsia, media, 776 ; minor, 776 ; mitnni', 
909 

Epilepsy, 758 ; age and se\ in, 764 ; and 
iiiyoeloiiils, 893: causes, 763; laiises ol 
deatli, 783 , course, 780 ; diagnosis, 786 ; 
diagnosis from eereliral luemorriiagi*, 627 ; 
diagnosis from geiieial paralysis of the 
insane, 722; diagnosis from ]>nerpernl 
ecianiiisia, 820 ; etiology, 760 ; Irecpieiicv 
of attacks, 782 ; general inaiiageiiient, 795 ; 
heredity, 763, 765; local onset, 772 ; iiiinor 
attacks, 776; pathological dehnitioii, 759; 
pathology, 785 ; imst-epileiitie Hymptoins, 
778 ; ]iroilroma, 771 ; jirmlnctioii ol, 
connection witli sypidlis, 677 ; prognosis, 
788; secondary ioiiiis, 783 ; syniptoins, 
768 ; treatment, 789 

Epilepsy, idio|iathie, and cerebial ananiiia, 
263 

Epilepsy, .Tacksonian, 288 ; cause of, 648 ; 

in inti ai raiiiaf tumours, 653 
“Epilepsy, post - hemiplegic,” 772 ; syphi¬ 
litic, 289 : tox.eiiiii-, 784 
Epileptic convulsions ss cause of cerebral 
venous congestion, 263 
•‘ Epileptic mania," 779 
Ejiileptics, marriage of, 796 
Epileptiform attacks m general paralglis of 
the insane, 706 

Epileptifunii convulsions ftnd apliasia, 417 
Equililiriiiiii, disturbances of, in lesions of 
ceiebelluiii, 363, 370; in *tuiiiour of 
frontal loiie, 280 
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Erb's paralysis, diagnosis from anterior 
poliomyelitis acuta, ^2 
Eyes, conjugate deviation of, in ceiiAtral 
hsemorrhage, 618 ; in lesions of frontal 
lobe, 280 ; in lesions of parietal lolie, 
312 

Byes, conjugate movements of, cortical 
centre lor, 311 ; in abscess of brain due 
to ear disease, 689 

Exaltation of ideas in general paralysis of 
the insane, 702, 724 

Excitement, mental, and arterial pressure, 
257 

Exclamatory tic, 877 
Exhaustion, arterial jiressure in, 253 
Exoplithalmos in cerebellar tumour, 380 
Extremities, alYeetiou of, symptom of bulbar 
lesion, 391 

Fack, affections of, in lesions of cerebellum, 
381 

Facial monoplegia, 295 
Facial muscles, in cerebral luumorrhage, 
620 ; in chronic bnlbar paralysis, 227 
Facies in tuberculous meningitis, 472 
“ t'acility ” in ordinary maniacal general 
paralysis, 697 

“ Faints ” in minor epilepsy, 776 
Falciform lobe, lesions of, 307 
Fat emboli in puerperal eclampsia, 813 
Fatigue in the aged, favounng coagulation 
of blood, 563 

Fear, sudden, cause of epilepsy, 767 
Feeding in chronic bulbar paralysis, 232 
Fevers, acute specific, as cause of aural 
disease, 583 

Fibrillar contractions in chronic bulliar 
paralysis, 229 

Fits and palsies m general paralysis of the 
insane, 706 ; treatment, 708 
Fits, due to organic brain disease, diagnosis 
from puerperal eclampsia, 820 
Pits, epileptiform, of puerperal eclamiisia, 
804 

Fits, hysterical, diagnosis from puerperal 
eclampsia, 820 

Flushing and cerebral circulation, 257 
Fontanellc, early bulging of, in simple 
meningitis in children, 516, 543 
Foot, distortion of, in tabes dorsalis, 124 
Forced movements in lesiAis of cerebellar 
peduncles, 387 

Friedreich’s ataxia, 152 ; distinction from 
cerebellar heredo-ataxy, 385 
Friedreich's form of hereditary ataxia, 
diagnosis from tabes dorsalis, 129 
Fright, association with aphasia, 417 ; ex- 
cA^t of epileptic attack, 780 
Frontal lobe, lesions of, 273; abscesses, 
277 ; experim^tal, 274 ; hiemorrhage, 
276 ; mental symptoms, 281 ; summary, 
283 ; tfbumatic, 277 ; tumours, 278 ; 
bibliography, 283 


“ Functional aphasia,” 418 

Gait in disseminate sclerosis, 63 ; in Fried-, 
reich’s ataxia, •153 ; in lesions of cere- 
Ijellum, 364 ; in lesions of corpora 
• quadrigemina, %16; in lesions of poiis 
Varolii, 358 ; in primary spastic paralysis, 
14\; in tabes doriulis. 111 • 

Gangieiie of tlfe toe in talies dorsalis, 124 
“ Uostiic crisis ” m tabes dorsalis, 121 
•Gastric irritation, excitant of crtileptic 
attack, 780 

General paralysis and tabes dorsalis, 100 ; 
diagnosis, 128 

General paralysis of the insane, 690 ; acute 
or galloping, 696;# ages of onset, 719 ; 
causation, 691 ; ci*c*lar, 699 ; demented, 
698 ; develoi^muntal, 700 ; diagnosis, 
719 ; duration, 700; forms of, 695; forms 
of insanity, 718 ; general descrijitiou, 690 ; 
general nutrition in, 708; histological 
changes, 713 ; in women, 699; melan¬ 
cholic, 697; oi-diuary maniacal, 697 ; 
pathogeny, 716 ; pathological anatomy, 
711; prodroma, 694 ; prognosis, 725 ; re¬ 
missions of symptoms, 710 ; senile, 700 ; 
spinal, 699; symptoms, 701 ; terminations^ 
710 ; treatment, 725 ; bibliography, 727 
General par.alytic dementia, pseudo-apo- 
]>lectic attacks in, 627 
Gillies de laTourette’s disease, 873 
Glia proliferation in syringomyelia, 171 
Gliomatosis and hmmatomyelia, 46, 48 
Gliosis spinalis, see Syringomyelia, 159 
Glosso-kimesthctic centre, 395 ; disabilities 
of, 410 

Glosso-labio-laryngeal paralysis, 226 
Glycosuria in bulbar lesions, 393 ; tem¬ 
porary, in concussion of the brain, 463 
Gout as cause of cerebral htemorrliage, 605 
Gravity, as cause of syncope, 251; eliect on 
circulation, 249 

Gumma, intracranial, formation of, 687 ; 
macroscopic and microscopic characters of, 
686 

HABiT-chorea, 869 

Habit-movements in co-ordinated tic, 883 
Habit-spasm, 869 

Hsematomyelia, 44 ; diagnosis from myelitis, 
24 ; bibliography, 49 * 

Heematoporphyrinuria from tredbment S{ ' 
iiisqfiinia by siilphoual, 753 
Haemorrhage, diagnosis from abscess of brain 
• due to ear disease, 595 ; in cerebellum, 
360 ; in corpora striata, 332 : in medulla 
oblongata, 390 ; in optio* thklami, %36 ; 
in pons Varolii, 361 ; of centrnm ovale, 
329 ; of ftontnl lobe, 276 
Hsemorrhage, cerebellar, symptoms of, 361 
Hsemorrhage, 6brebral, 605 ; auc in, 606 ; 
associated lesions, 612 ; causfftiou, 606 ; 
circumstances of, 607 ; differential dia- 
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^uoiiU, 625 ; diiration, 620 ; from 
“specific” causes, 675 ; general aiiato- 
' iiiical and physical coiisuleralioiis, 608 ; . 
in birth palsy, 738 ; in ]Aerpeial eclamp- ' 
sia, 808 ; localising signs and syniptouis. 
620 ; mechanical cH'ecl), 613; patliolngy 
ami ingrlnd nuatomii 610 ; prugnosn,, 
624 ; secondary degeiienitions in, 616 , 
sex in, 607 ; situation, filb'; aymptuiiis, 
617 ; treatment, 627 ; bibliogiaphy, 629 
Hamiorrhage, labyrinthine, as cause ol 
Meniere’s disease, 581 
Haeiiiorrhage, meningeal, 616, 624 
Hiemorrhages, in hiematomyelia, 45 
Halluciiiatioiis iii general iiaralysi' ol the 
insiuie, 704 * 

Hand, small muscles > of, in progressiiu 
spinal muscular atrophy, £09, 215 
Haudwrlling in general paraljsis of the 
insane, 705 

Head, injury to, as cause of Miniile memii- 
gitis in children, 515 ; imsitioii ami move¬ 
ments ol, in cerebral hamiorrliage, 618 ; 
size of, in hydrocephalus, 543, 555 
Head, retraction of, in simple iiieiiiiigitis in 
children, 493, 517 ; m tuberculous 

* meningitis, 175 

Headache, in abscess of brain, 635, 640 ; in 
cereliellar tumour, 384; in iiitiacr.uiial 
syphilis, 672 ; in intracranial tuiiioui-s, 
651 ; 111 onset ot pueriieial eclampsia, 
802 ; in tuberculous meningitis, 473 
Head - banging and head - nodding ill co¬ 
ordinated tic, 881 

Hcad-noilding, 903; distinction from eclamp¬ 
sia nutans, 910 

Heai iiig, allections of, in lesions of cerebellum, 
378 ; in lesions of corpora <(Undrigemina, 
348 ; in lesions of pons V.arolii, 356 ; in 
intracrannal tumours, 655 
Heart, associated lesions of, in cerebral 
haemorrhage, 612 

Heart disease, insomnia in, 751 ; treatment, 
754 

Heart, hypet^s^Ulijj^f, as 'cause of cerebral 
hoimorrliage, 605 
Heart in puerperal eclampsia, 813 
Heinato-myelo-porus, 173 
Htmiauaesthesia in alexia coexisting with 
aphasia, 413 : in lesion of internal capsule, 
J31 ; crossea, in lesions of jions Varolii, 
^54 » 

Hemianopsia, in aliscess in occipitaNlolic, 
644; in intracranial tumours, 654; iii 
syphilitic basal ineiiingitis, 678 
Hemianopsia^ homonymous in lesions of in¬ 
ternal capsnlef331 ; in vascular occlusion 
from thrombosis, 567 ; right-sided homony¬ 
mous, in word-blindness, 433 
Heraianopsy in lesions of occipital lobe, 
316 ; in^umour ot anguilr gyrus, 314 ; 
with hemianiesthesia in lesion of Rolandu' 
area, 304 


--- 

Hemiplegia .dter apoi^ectilorm Ids in general 
IKijaljsis of the insane, 7,(^7 ; m disscni- 
itia^'sclerosis 63 ; in hieniorrliagic lesions 
ol coipiis stri.ituni, 333 ; in mtriuraiiinl 
tumours 650; in lesions of centiiim 
OMile. 329 ; ill vascular uccliisioii Ironi 
thrombo.sis, 566 ; syphililie, 561 
Hemiplegia, coiticnl, and hemijilegia caused 
by lesion ot internal eapsule, 292, 293 : 
j double, as cause ot pseudo - billb.ar pai.i- 
l\sis, 224 ; peiiiiaiiciit, in cerebral luemor- 
ihage, 621 ; (lost -epileptic, 778 (ante) , 
.syphilitic, 669 

Hemiplegia, iiilaiitilc, alter acute iliscii-ses, 
712, diagnosis Irotii birth ]«il.s\, 739; 
iiiioiiiplcte jKii.ilysis III, 292; proper, 
710 

*■ Hemiplegic cholea,” 338 
Hercilit.iri ataxi i, 1,52 ; diagnosis fiom 
disseiumate .sclerosis. ,S7 
Heieiiit.uy ihoiea, ,''59 

Heieilit.iiy degeiieratioii as laiise of coiiMil- 
sive tic, >87 1 

lleredlti iii chorea, 830; leiuhiicy to, in 
ccicbral h.eiiiorih.igc, 605 
Henna ccrcbii, oiigiii of, 268 
Hill-llaiiiard spliyginonietei, 252 
Hip li'xtMsc, trout .'iiitenor polio* 

inyriili'' ticuta, 201 
lluiitiiigtoii\ i'1iortMi« SfiO 
il\(lioocii1ia1ic evv ui tiib4T4‘uloiiHnii'iiuiKitis 
1 473 

; liyi' nceplinloid <lisfaNcs<liii(;uosisfiom IuIhm- 

, H>4lvocep!ialiis (liti.)* ’■> ol cerebro- 

' spinal in tap]>iiit;s, 213 ; coiiKcnitHl, 
f»ir» ; (lia^'hosis from inltmTanml tuuioiirH, 
<>57, 111 liiburciiloiis ineinn^itiH, 544 ; h \ m ‘ 

' ot heml in, 543 

ll^k<liou(*]>1iahis, afMitU) ooiiijilicattMl byulMceKH 
j of brain line car disca-so, 591 ; intcriial, 

in ilisuasc of coipora qiindiif^cinina, 348 ; 
i ^<Mlt^lCl 1 la^, relief of, 239 

H}(lix)eephaliis, sueoinlary to ixistcrior-baHic 
I nieiiin^itis, 533; distiiutioji from con* 

genital, 542 
i “ lly(lroniyelii*i/’ 171 
Hydrostalic pressing of blood column, 249 
I * IlypseHtlieMU," ll'S 
I llypenemm, cerebral, 255 
> IlyiHsncsthesia in tiibcrciilons mctiiiigitis, 

1 476 

llypennetropia, diagtiOHiH from iiilr^ratunl 
tumours, 657 

Uy]>crpyrexia, iu poutine fncinorrhago, 351, 
359 ; teriTimal, in simple ineiiiiigitis in 
children, 533 ^ 

Hyperseusltivciicss in acute anterior '/m>1io* 
myelitis 191 ^ 

Hypertrophy of cerebellum, 362 
Hypnotism in treatment of insomnia, 766 
ITypochotnlriasis in general parafysis of the 
insane. 719 
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nerve, a^ctioua of, in lesions 
of cereliellunL 382 ; in lesions of inotlnlla 
oblongata, 392 »* 

Hysteria and chorea, 836 ; diagnosis from 
convulsive tic. 880 ; from ilisseminate 
sclerosis, .66, 85 ; from intracranial 

tumours, 658; from myelitis, 26 ; from 
paramyoclonus multiplex, 895 ; from 
primary spastic paralysis, 142 ; from 
tuiiercnlous meningitis, 483; in general 
paralysis of the insane, 703, 724 
Hysterical mutism and aphonia, 418 
“ Hystero-epilepsy,” 779 
Hysteroid convulsion, post-epileptic, 779 
Hysteroid Bts, diagnosis from epilepsy, 786 

ImocT, a family funn of, see Infantile cere¬ 
bral degeneration, 728 
Idiocy, ordinary congenital, diagnosis from 
infantile cerebral degeneration, 733 
Idioglossia, 454 

Idiopathic muscular atrophy, diagnosis from 
progressive spinal muscular atrophy, 216 
Imitation and chorea, 836 ; in causation of 
convulsive tic, 875 ; iii causation of siui]>le 
tic, 870 

Iniper.ative iileas in psychical tic, 884 
Iiicontinence, reflex, in myelitis, 19 
Infantile cerebral degeneration, 728 ; causes, 
728 ; diagnosis, 733 ; morbid anatomy, 
731 ; jiathology, 732 ; prognosis, 733 ; 
symptoms, 729 ; bibliography, 734 
I ufautile spinal paralysis, see Anterior polio¬ 
myelitis acuta, 186 

Infective diseases and chorea, 834, 840; as 
cause of acute myelitis, 6 ; os cause of 
disseminate sclerosis, 53, 91 
Inflaniinatiun, adjacent, as cause of acute 
myelitis, 6 

Influenza, us cause of acute otitis, 583 ; os 
cause of disseminate sclerosis, 53 
Infra-nuclear paralysis, 233 
Ingravescent apoplexy, 618 
Injections, iiitra-miiscular, in treatuicnt of 
intracranial syphilis, 684 
Iqjur}', as cause of acute myelitis, 5 ; of 
chorea, 837 ; of epilciwy, 767 ; of general 
paralysis of the insane, 693 ; of hamiato- 
myelia, 44 

Insane, sleepiness of the, 750 
Insanity and convulsive tic, 882 ; associa¬ 
tion with aphasia, 417 ; forms of, in 
general paralysis, 718 

Insanity of doubt, in convulsive tic, 878 ; in 
psychical tic, 885 

Insomnia, 746 ; causes, 746 ; in intracranial 
syphilis, 673 ; treatment, 748 ; biblio¬ 
graphy, 767 

Insular sclerosis, ^ioguosis from Friedreich's 
ataxia, 165 

Internal capsule, lesions of, 328 ; distinc¬ 
tion friik lesions of crura cerebri, 344 ; 
Pitre's section of, 328 


Intoxications and chorea, 834, 839 ; as cause 
of disseminate sclerosis, 52, 91 
Intracranial disease as cause of spastie 
paralysis, 149» 

^ Inunction in treatment of intracranial 
syphilis, 684 r 

Irritative causes of insomnia, 747 
“Isolated speech-deoiiiess,'' 429 

(I Jacksoni.vn epilepsy, 288, 648, 653, 

Jaw, lower, “champing” movements of, in 
posterior-basic meningitis, 522 
Jaw-jerk, in chronic bulbar paralysis, 230 ; 
in hemiplegia, 568 

Joints, affections of, i^ syringomyelia, 163 ; 
deformities of, in ipoliomyelitis anterior 
acuta, 192 ; disease of, in tabes dorsalis 
123 » 

Joints, in hemiplegia from thrombosis, 669 ; 
in simple meningitis in children, 533 

Kidney, associated lesions of, in cerebral 
hiemorrhage, 612 

Kidney disease, convulsions of, diagnosis 
from general paralysis of the insane, 721^ 
Kidneys, interstitial fibrosis of, as cause 
cerebral haemorrhage, 605 
Kidneys, in puerperal eclampsia, 810 
Knee-clonus in primary spastic iiaralysis, 
140 

Knee-jerk in hemiplegia from thromliosis. 
568 ; in lesions of cerebellum, 376 ; post- 
epileptic, 778 ; in primary spastic paralysis, 
140 ; ill tabes dorsalis, 114 
“ Kroumania” in co-onliiiatcd tic, 883 
Kypho-scoliosis in Friedreich's ataxia, 154 

Lai, UNO, 404 

Landry’s paralysis, diagnosis from myelitis, 
26 

Laryngeal centre, situation of, 296 
“liaryngenl ictus,” 122 
lAiryux, affections of, in tabes dorsalis, 122 
Latah, 869 

Latency, in disseminate' sclerosis, 66 ; in 
lesions of occipital lobe, 315 ; in lesions 
of temporal lolie, 319; in tuberculous 
meningitis, 472 « 

Latency of abscess of brain, 634 ; of abscess 
of brain due to ear disease, ?)89 j of syiim-, 
toms, in simple meningitis iif children, 
404 

Lateral sclerosis, see Primary spastic para¬ 
lysis, 137 

Lateral sinus pymmia, 598 ; diognosi^firom 
tjrphoid, 599 ; fatal con^ilicatlons, 601 ; 
pneumococcus infection, 600 ; sapnemia, 
604 ; septictemia, 603 

Lead poisoning and renal disease of preg¬ 
nancy, 819 fVas cause of geuc^l paralysis 
of the insane, 693 ; diagnosis from general 
paralysis, 721 ; diagnosis from intra- 
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oraiiLil tiiinoiirs 657 ; disposing to c^'U*- 
brol iKumorrliatce, 606 

position of pYraiiiitlal ttbros for, 330 ' 

5 ^pto-nieiiingitis, chronic nidur.itivo, result 
of cei'ebral sypliiliM, 687 ; Aoii-tiiberciilou^. | 
492 ; 

lA'ttcr-bUndness, 433 # 

Lesator iKilpebras superioris, cortical centre 
for, 31 r 

Ligature lor arrest of epileptic Xttack, 78t) 
Lightning pains in tabes dorsalis, 113 ^ 

Limbs, m cerebral hiciiiorrhagc, 619 : rigid ' 
exU'Usion of (tigs.), ui postciioi - basic 
niemiigitis, 524 

Lips, “champing’* movements, iii postciior- 
basic meningitis, 522 
Lips in chronic bulbaiparalysis. 229 
Lisping, 454 * 

Little’s disease, 735 $ 

Luer, in juierperal eclampsia, 812, 819 
[iocal tlischarges in minor epilepsy, 777 
Locomotor ata\>, .*y Tabes doisaliN 96 , 

Lo\\er jaw clonus in chioinc bnlb.'n paralv si^, 
230 

Lower jaw rellex in aniyotic*plnc latci.il 
sclerosis, 177 

Lungs ill juierperal eclaini>sia, 813 ^ 

9 

Maci’JjA lutca in infantile ccrebial degeiieia- j 
tiou. 730 ] 

“Mam ell giille” m piogrcssuc spinal | 
muscular airojilij, 209 

Majciidie, foramen of, lu simple iiiciimgitis j 
111 children, t95 

Mal-developmeiit of the allectcd sulc m in¬ 
fantile heiiiijtlegia, 741 ■ 

M.aiiia, acute delirious, di{^(nosis fiom geueiul 
panalysis of the insane, 720 ^ ' 

“ Manus cavus ” in Fncclreicirs ata.\ia, !«►! , 

Mastication, muscles oL cause ol paialvsisof, | 

297 

Mastoid, swelling over, 585 
Mastoid neuralgia, in auial disease, 582 
Measles, as cause of acute otitis, ,'>83 
Mechanical li> pothesisof puerperal eclampsia, ^ 

818 - -f- • 

Medulla oblongat.a, arteries of, 390 ; com- 
jtression ot, 391 ; h»erin)rrhages, ti23 , 
lesions of, 389 ; lesions of, in iiitra-niiclear 
fiaralysis, 233 

tiegaloiiiaiiia, in general paraljsis ot the 
^iisaiic, 702 * 

dSiiory, aRVeturns of, in general paialysisof 
the insane, 703 * 

Meniere’s disease, 581 

Meningitis, acute generalised, diagnosis from 
intracranial tumours, 658 
Meningitis aciite*pin.il, diagnosis fiotii myel¬ 
itis, 24 

Meningitis, as cause of compression of cere¬ 
bral areas, 269 ; complicated by abscess of 
drain du& to ear disease, ^590 ; due to 
syphilis, 485 ; diffuse chronic, in general 
VOI* VJI 
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pal.ll>sl^ of the insane, 7i2 , ol the con- 
\eMly, 48.’» : jiostcijor-lMMc, b.uteiiology 
(tijj. , r..'.0, 5.'>2 

Mennigilis, IocuIimsI suppiir.itne, .Mi? ; di.i- 
giioHi-, liom .ibseess ot br.iin due to i .u 
dw-ase, ,'>94, 638 

Meningitis, simple, m children, 192 ; .igi' .uid 
Nex in, 51.3 ; an.iUsis of sMiiptoins, ,M3 . 
lueti 1 lolog). 199, 5.50, di.igiiosi>, 551. 
dinntion, 195. ,5,53 , fust sign, ,516 ; lie.ul- 
relractioii, 517 ; h>droeephaIus, 5.11 ; 
month of oiisit, 514; ocular sjmptom-». 
.519; jsii.djses. 529. )>atholog>« .5lt>; 
posteilor-basic, 192, posi-morteiii lesults 
111 tiltv cases, 197 , pievioiis healtli. .511 : 
prognosis, 5,5,5 , tome sp.Lsms (tigs I, 
522; tie.vtment, 556; \eitica!, 191, 
bibliogi.ipln, 5.511 

MeiimgUis, tubeiculous, H>6. .igeiii, 468; as- 
soel.itcd lesions, 481 , i,ms<*s, 167 ; 'll' um- 
sciibed 181) ; di.igiiosis, |8J , dnmiiosis 
fiom .ilisiess oi biam dm* to e.ll dise.ise, 
592 ; diii.Uioii, 182 , liision, 166 . moibul 
.uintoiiiN 478, piognosis. LSI, s^ iiipttuiis, 
i71 : tie.itnieiit. 186; bibhogiaplij, 190 

Meiiingo-eiieeplialitis giiiiiiiios:i, 686 , ihlbise 

giiiiim.itous, 687 ; siipeilieial, traiisitoiy 
lieiuiplcgia in, 292 
Meiistniatioii and epilepsy, 781 
Mental .ilh-etioiis in tabes doisalis, 125 
Ment.il .ip.itliy lu iiiti.u rani.il syphilis, il7.‘t 
Meiit.il ihanges in lesions ol eeiebelbim, 383 
Mental condition in lurth p.ilsN, 73tl , in 
chorea, 846; in eelampsia nulaiis, 91U , in 
' cpileps), 782 ; in intantlle hemijdegia, 

1 712 

Mental dei.'ingemeiit in hcmiplcgi.i Ivoni 
1 tlironibfisis, 570 

Mental distuders in giiieial p.uulyMis ot the 

I insane, 694, 724 

Menial disturbaiu’es in inlr.aci.inial tnmouis, 
652 

Merit,il emotion, excitement of ejnleptic 
attack. 780 

Meiit.d labour ami teiebral <-iH'iilation, 256 
* Mental syinjitoms, in abscess ol liontal loin.*, 
614 , III ceiebr.d syphilis 681 
Mn‘iOl ej>hal>, 741 

Micriuiiaiiia, in general i>aialysi.s of tin* 
insane, 702 

' Milk iliet in chronic renal disease of preg- 
iiain'y, 801 * 

Mimetii* movenients, lelatioii to optic 
tlialanii, >338 
Mind-blindness. 411 

Monoplegia, braeliial, crural, f.icial, 294 , in 
lesions of eeiitrum ovale, -329 
Moiiospasiii, 289 . 

Moral perversions in genei.al paralj.sis o^lhe 
I insane, 695 . 

' Mortality, fojtal, in puerperal eclampsia, 809 
Morvaii’s diseas**, 162 ; and lejtra amesthe- 
tita, 173 '* 

3 i) 
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Motion, affections of. Iki lesions of corpora I 
quailrlgeunua, 34a»; in lesions of optic ] 
thalami, 8^ ; of pons Varolii, 3^2 ; of 
llolaudic area, 292 ♦’ 

Motion, voluntary, paralysis of, 292 
Motor affections m tabes dorsalis, 116 , 

Motor and sensory centres, theories of co¬ 
incidence in Itolandic zone, 298 
“ Motor aphasia, ’’ 408, 423 
Motor area, disease of, 284 
Motor disorders in disseminate sclerosis, 60 
in general i>aralysis of the insane, 694, 
705 ; in tumour of frontal lobe, 279 
Motor paralysis in disseminate sclerosis, 62 : _ 
absence of, in stationary lesions of corpus 
striatum, 333 

Motor phenomena in warning of epilei>sy, 
771 

Mouth and tongue, position of pyramidal 
tracts for, 330 

Movement, disorders of, in tul>erculous 
meningitis, 476 

Movements, spasmodie, in paraniyocloiins 
multiplex, 890 

Multiple peripheral neuritis, diagnosis from 
myelitis, 26 

Multiple sclerosis, diagnosis from primary 
spastic paralysis, 143 
Muscle s]>indles in tabes dorsalis, 102 
Muscle, wasting of, in concussion of the 
brain, 460 ; in hemiplegia from throm¬ 
bosis, 569 

Muscles, ffbrillar lontractious ot, in pro¬ 
gressive spinal muscular atropliy, 212 
Muscles, in saltatory spasm, 900 ; in spasms 
of paramyoclonus ninltiplex, 891; rigidity 
or spastic contiactiuii of, in myelitis, 18 ; 
tonic rigidity of, iii lesions of eerebeilum, ■ 
376 

Muscles of nock, rigidity of, ill licad-iiodding, 
908 

Muscles represented in segments of spinal 
cord, 194 

Miiscnlar and stereo-gnostic sense in hemi- 
plegia, 304 ' 

Muscular atrophy, attended by paralysis in . 
syringomyelia, 164 ; in amyotrophic lateral | 
sclerosis, 177 I 

Muscular atrophy, piogressive, diagnosis \ 
from amyotrophic lateral sclerosis, 183 ; ' 
from syringomyelia, 17^ 

Mnsi’ul.ir “ resolution ” in cerebral htemor- '■ 
rhage, 818 | 

Musenlar sense, theories of localisation in | 
Rolaiidic area, 304 | 

Music, iiiabiiity to reiul or write, 441 
Mutism, 418 I 

M^’clitis, 3 ; acute, 4 ; acute, diagnosis from ' 
Ifleniatomyelitis, 48 ; acute disseminated, 

12 ; and dissij^ninate sclerosis, 82; I'eiitnd, 

22 ; chronic, 32 ; compression, 28 ; dia- 
giiosis_24, 26 ; diagnosis from ataxic para¬ 
plegia, 146 ; diagnosis from syniigniiiyeliu. 


174 ; diagnosis of site, 27 ; duration and 
terminations, 23 ; etiology, 4 ; histological 
changes, 8 ; “ infections,” 7 ; localised oi 
transverse, 9, 17 ; of cervical region, 20; 
of lumbar r%ioii, 19 ; pathological ana¬ 
tomy, 8, 33 ; peripheral or cortical, 23 • 
prognosis, 27f 37 ; symptoms, 11, 34 ] 
treatment, 28, 3| ; unilateral, 21 ; biblio¬ 
graphy, 31, 37 

Myelitis, trafisverse, 9 ; as cause of spastic 
paralysis, 148; diagnosis from amyotrophii 
lateral sclerosis, 183 

Myelopathy, progressive, see Progressive 
spinal muscular atrojihy, 207 
Myoclonus, see Paramyoclonus multiplex, 
888 

Myoclonus and epilepsy, 893 
Myokiinic, see Pftuniyocloniis multiplex. 
888 » - 
Myopathies, diagnosis from amyotrophic 
lateral sclerosis, 183 

Myopathy, diagnosis from iiifautile hemi- 
piegia, 743 

Myospasia simplex, see Paramyoclonus mul¬ 
tiplex, 888 
Myriachit, 874 

Mysophobio, in convulsive tic, 878 ; in 
psychical tic, 885 

Naii-s ill syringomyelia, 162 
Naming ” centre, 323 

Neck, muscles of, in jirogressivc spinal 
muscular atrophy, 211 
Nephritis, diagnosisfrom puerperal eclampsia, 
818 

Nerve energy, source of discharge in epilepsy, 
762 

Nervous affeetions, antecedent, as cause of 
disseminate sclerosis, 54 
Nervous depression iii ti'catmciit of iiisomiiin 
by chloral hydrate, 762 
Nervous system in tabes dorsalis, 102 
Nervous tension, exalted, .as cause of puer¬ 
peral eclampsia, 815 
Neurasthenia, arterial pressure iu, 253 
Neuritis, liiagndtis fra% ^Togressive spinal 
muscular atropliy, 216 
NenritiN peri|>liurnl, diagnosis from .amyo¬ 
trophic lateinl sc1erosi.s, 183 
Neurons, degeneration of, iu aniniirCtic 
family idiocy, 731 
Niglit terrors of eliildreii, 757 
Niglitmare, 756 

Nost. disca.se, as cause of abscess of brain, 
633, 639 

Nuclear disea-ses, 186 
Nuclear paralysis, chronic, 22|> 

Nuclei, relation to affected hiuscles iu chronic 
bulbar paralysis 232 
Numerals, inability to read or write, 441 
Nutritiou, gimersl state of, in intracranial 
tumours, ^6 

Nystagmus, in abscess of brain due to ear 




INDEX 


93 ' 


disease, 589 ; in disseminate sclerosis, 68 ; 1 
ill eclampsia nutans, 911 ; m FnedreiiVs 
ataxia, 153; in head-uoddmg, 905; in 
* lesions of cerebellnm, 380; in sliiipiv 
meningitis in children, 4^4, 519 

OnjECT-nr.ixDXEss, 441 * 

Occipital iohe, lesions 315 

Occlusion, vascular, from eii^Jjolisiii, 560 ; 

ftom thrombosis, 563 ; treatment, 570 
Occu|fh(joii, as cause of disseminate scleiosis, \ 
62 

OcciiiMitioii of epileptics, 796 
Ochreoiis patches in cerebral hremorrhage, 
614 

Ocular muscles, afl'ccUons of, in lesions of 
cerebellum, 379 ; i^rolysis of, in lesions 
of corpora quailrigciiiiTia, 349 
Ocular plienoineiia, m chorSi, 847 ; in dis¬ 
seminate sclerosis, 65 

Ocular symptoms m simple meiiingitis in 
children, 493 

Ociilo-motor nerves in iiitracraiiinl syi>liilis, 
679 

Oculo-niotor symptoms in lesions of corpora 
quadrigemina, 316 

(Edema in onset of piieiperal eclampsia, 
*802 

(Edema of brain, as cause of puerperal 
eclampsia, 814 ; secondary, 268 
Onomatomania in psychieal tin, 885 
Operation in intracranial tumours, 661 
Ophthalmia, nenio-pnralytie. in lesions of 
pons Varoln, 355 

Ophtlialiuoiilcgia in tiimoiir of corpora 
quadrigemina, 346 

Ophthalmoplcgia-externa in elironic bulbar 
paralysis, 230 ; in tabes doi-salis, 121 
Opisthotonos (fig.) in posterior-basic menin¬ 
gitis, 525 ; cause of, 528 
Opium poisoning, diagnosis from liieinorrhagc 
into pons Varolii, 622, 627 I 

Optic aphasia, 441 

Optic axes, deviation of, m lesions of cci-c- ' 
bellar peduncles, 388 ^ 

Optic discs ii»Mtai(*Wiiciiingitis in children, 
520 

Optic nerve, atrophy of, in taljcs ilorsalis, 

120 

0|Jlic neuritis, iii abscess of brain, 635, 640 ; 

in abscess of j^rain due to ear disease, 587 ; | 
•e- Hi ccrebejlar aliscess, 644 ; in di.sease of 
corpora qiiadrigeinina, 348; in iiitracronial 
syphilis, 676 ; m lesions of cerebennm, 
378 ; in myelitis, 7, 16 ; in simple throm¬ 
bosis of cerebral veins and sinuses, 574 ; , 
in tiberculons nicnnigitis, 477 ; rarity of, 
in posterior-ba.sic nieniiigitis, 520 
Optic neuritis, double, in intracranial 
tumours, 651 

Optic thalanii, lesions of, 336 j h®morrhage. ' 
336; rela'ioii to mimetic iiiovements, 338 ; 
tumour, 337 i 


- 1 - 

“ Orbicularis symptom” in evre\>r,\l b.vniov- 
rhage, 620 

Ortlimma'a in cardiac and piiluinnars dise.isc. 
25? f 

Otitis, diagnosis from veitioal meningitis, 

5.'>4 

Otitis iiiedi.a, acute, as cause of vertigo, 5.s0 . 
double, diagnosis from tuberculous meiiin¬ 
gitis, 481 

Otoirliiea, 111 abscess of brain due to e.ii 
disease, 595, 632 ; in lateial siiiiis p,\iioiii.i. 
598 ; preiediiig simple meiiiiigitis iii 
eliildren, 51.5, 521 

I'Ai IIIIONI.IN boilies. fiiiietioiis of, 538 
I':u'li,Mueiinigitis, condition leseiiddliig, as 
lesiilt ot liiitli |ials,\, 738 
Paelij meningitis, di.igiiosis tioiii amyotisiphie 
literal .sclerosis, 183 ; Iroiii progressiie 
s]iinal muscular .atiopli), 217 ; ussiill ot 
eeieliral sipliilis 687 

1‘acliMueniiigitis eervicalis, di.igiiosis from 
syringomyelia, 171 

I’aiii as cause of iii-soiiinia, 717 : troatmeiit, 
751 , as eonlirniatioii ot legional diagnosis 
111 eerebellnr disease, 384 ; as cunlirmatioii 
ot legioiial diagnosis in•liU'ksonmii epilepsy, 
291 ; 111 aural disease, 582 ; in eoiiiMissioii 
ot the liiaiii, 159 ; in li.em.ilomyelia, 46 ; 
ill tiilicri'iiloiis mi'iiiiigilis, 173 
I’aiii, acute epigastric, in onset of pneiperal 
efdanipsia, 802 
“raiiifiil ehoro.is,” 815 

I’.ilate, iiaralyais of, in disseminate sileiosis, 
63 

I’alsies 111 lesions ot i erolielliiiii, 373 
I’alsics, ceretiral, of I'lilldreii, 735 ; birlli 
Jialsy, 730 ; nitantile lieiniplegia, 710; 
iiiieroeeiilialy, 711 ; bililiogr.apIiy, 744 
I'alsy ot liulbiir iieives, iiiiilateial, in syphi¬ 
litic liasal iiiemiigitis, 680 
Paracentesis of tynipuinc nieiiibrniies in 
sinijilc meniiigitis in eliildren, 550 
Paragrapliia, 442 

I’aialysis, in iiitracraiiial tumours, 653; in 
lesions of pons Varolii, 352, 355; in 
posterior-liasic iiieiiingitis, 529 
Paialysis, in ali.s<*ess of teni|H)ro*sptieiloi<Iiil 
lobe due to ear dlse.ase, 5.8!l ; in caisson 
disease, 38 ; in lesions ol eerelM!lliini, 373 ; 
III tiiberoulous inuiiliigitis, 475 ; in vasculai 
oeeliision from thrombosis, 061; clmracter 
of, .566 

Paralysis agitaiis, diagnosis from disseniiiiate 
sclerosis, 89, from general parnlysisot the 
insane, 722 

Paralysis, cortical, 287 ; direct, 293 ; laeial, 
111 aural disease, 582 ; general, ol ^ *he 
iusane, 690 ; general, diagnosis from ’dis- 
seniinate sclerosis, 88 ; >ociilar. m dis- 
seminale sclerosis, 69 

Paialysis of seventli nerve, result, of basal 
syphilitic meningitis, 680 
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Paralysis, permaiiuiit, ilistrilmtion of, in 
anterior poliom^elifls acuta, 191 
Paralysis, priniary spastic, cUagnosis.* from 
amyotroi”iic lateral sclerosis, 183; spastic, 
•liie to caries, diagnosis from birtli palsy, 
739 

Paralysis, syphilitic pseudo-general, 681 
“ Paralytic chorea,” 845, 851 
Paraniyoi’loniia multiplex, 888 ; causation. 
889; diagnosis, 894; diagnosis from chorea, 
853 ; diagnosis from convulsive tic, 881 ;« 
pathology, 896 ; prognosis, 895 ; symp¬ 
toms, 889; treatment, 898 ; liibliograidiy, 
899 

Paraphasia, 442 

Paraplegia, cerebral spastic, 735 ; spastic, 
135 

“ Parasyphilitic ” atfcctions in intracranial 
syphilis, 671 

Parietal lolie, lesions of, 310 
Parturition, abiioriiial, as cause of birth palsy, 
737 

Pell.agia, degeneration in the cord in, 147 
Percussion, the diOereiitiai cranial note, 589, 
644, 655 

Perforating ulcer of the foot in talics dors.alis, 
124 

Peripheral nerves in general paralj'sis of the 
insane, 716 

Peripheral nervous system in disseiniiiate 
sclerosis, 76 

Peripheral neiirilis, diagnosis from ataxic 
paraplegia, 148 ; from tabes dorsalis, 128 
Peroneal type of niiisciilar atrophy, diagnosis 
from progressive spinal ninsciilar atropliy, 
217 

Pes cavils in Friedreich’s ataxia, 164 
Petit iiial, 776 ; in infantile hemiplegia, 741 
Pharyngeal crises in tabes dorsalis, 122 
Phouation, )iaralysis of nioveinents of, 287 ; 
and aphasia, 295 

Photophobia in tuberculous meningitis, 473 
“ Pin-point pupils” in tabes dorsalis, 114 
■“ Piaipies jaiines ” in vascular occlusion from 
thrombosis, 564 

Pieiirisy', as cause of simple thrombosis of 
cerebral veins, 573 
Pneiimococciis infection, 600 
Pneumonia, as cause of simple thrombosis of 
cerebral veins, 573; diagiiosia from vertical 
ineiiingitis, 554; iu> chronic bulbar 
jiaralysis, 230; in suppurative vertical 
meningitis, 546 

Poisons, as cause of aphasia and verbal 
amnesia, 416 

Polioeiicepbalitis, acute, 743 
Poliomyelitis anterior oenta, 186; age in, 

• 199; ami types, 190; diagnosis, 201; 
diagnosis fWim amyotrophic lateral 
sclerosis, 18* ; from birth palsy, 739 ; 
from hmmatomyelia, 48 ; from progressive 
.spinahunnsctilar atrophy, 217 ; epideimes, 
200 ; etiology, 198 ; modes of onset, 186 ; 


month of onset, 199; pathology and 
morbid anatomy, 196 ; plates, 188 ; pro¬ 
gnosis, 202 ; stages, 192 ; symptoms, 186; • 
treatment, 203 ; bibliography, 206 •' 

Poliomyelitis anterior ctironica, 207 
I Polyneuritis, iliagnnsis from anterior iiolio- 
myelitis iicutn,VJ02 

Pons Varolii, InemCrrhages of, 622 ; lesions 
of, 350 ; spftening, 351 ; tumours, 352 
Porenceplialus, as result of birth palsy, 738; 

of infantile lieiiiiplcgia, 743 , 

Porencephaly, inconiplete paralysis in, 292 
Posterior sclerosis ol the cord, see Tabes 
dorsaiis, 96 

“Post-hemiplegic chorea,” 736 
Posture of body, clleijf on circulation, 249 
Pott’s disease, as ^fiaiise of compression 
myelitis, 36 ; as Saiisc of spastic paralysis, 
148 • 

I’regnancy, acute renal disea.se ot^ 802 ; (and 
chore.a, 835; and disseminate sclerosis, 
63, 91 ; and epilepsy, 781); chronic reiud 
disease of, 798 ; diOerent renal diseases 
that may occur nith, 798 ; favouring 
coagulation of blond, 560, 563 ; of twins, 
eclampsia in, 803 
Pregnancy, kidney, 798 
Pressure, intracranial, 247 
Primary lateral sclerosis, diagnosis from 
disseminate sclerosis, 86 
Primary spastic paralysis, 137 ; causation, 
142; clinical history, 140; diagnosis, 
142; morbid niiatomy and pathology, 
137 ; jirognasis, 144 ; tusatmont, 144 ; 
bibliograjihy, 151 

Progressive spinal muscular atrophy, 207 ; 
age and sex in, 208 ; causes, 208 ; course, 
213 ; diagnosis, 216 ; history, 207 ; 
morbid anatomy, 214; pathology^ 215; 
prognosis, 217 ; symptoms, 209 ; treat¬ 
ment, 218 ; bibliograiihy, 219 
Proto-spasin, 289 
Pruritus, insomiiia in, 751 
Pseudo-bulbar paralysis distinction from 
re,al bulbar paralysis, 409 ; pathology of, 
333 ; symptoms ui^v --wiuial syphilis, 
675 

Pseiidoglioina in posterior-basic meningitis, 
521 

Pseudo-mutism, 417 

Pseudo-sclerosis, 92; din^iosis from dis¬ 
seminate sclerosis, 87 , ^ « 

Psychical auras in epilepsy, 775 
PsyChical causes of insomnia, 748 
Psychical distnrlianccs in convulsive tic, 882 
“ Psychical sensations ” in epilepsy, 776 
Psychical tic, 884 < r 

Ptosis in lesions of cerebefium, 380 
Pnberty and epilepsy, 781 
Pulsation, cerebral, 239 
Pulse, in abs^ss of brain, 635 ; in cerebral 
hiciiinrrhage, 618 ; in changr of posture, 
252 ; in concussion of the brain, 459 ; 
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“L paralysis of the iiisaiio. 

/09 ; in lesions of cerehelluni, 3S:i • in 
siinjile meningitis in chililren, 53'J, 55;', 
ill tiibereulous iiieiiiugiti;^ 174 ' 

upils in cerebellar disease, 380 ; in general 
paralysis of the insane„^01 ; in lesions of • 
corpora qiiadrigeininiL 347; in ismtiiic 
hiBiiiorniage, 351, 3ife, 622; in simple ' 
meningitis in children, 4*4, 519 ; ni j 
tnbercnloiis meningitis, 476 ' 

•upils, Wtioii of. Ill cei-ehral heniiano|>sv, 
dlo ‘ 

'ntimm and liana’s coiiilnneil sclerosis of the 
lateral and posterior coliinms, U7 
•jiemia and chorea, 834 
’yieraia, lateial sinus) 598 
Pyramidal fibres, degetiratioii of, in cerebrid 
hiemorrhage, 616 ^ 

P.iramidal tiYicts, degeneration ol, in am- 
, nurotic family iiliocy, 731 
Pyrexia, absence of, in abscess of brain, 635 


Race, m causation of chorea, 830; in 
infantile cerebral degeiiei atinn, 728 
Rachitis, diagnosis from poliomyelitis ante¬ 
rior aciito, 201 
Kectnni in myelitis, 19 
“Recurring ntteraiiecs,’’ 408 
*^119 of, *” tal»s doi sails. 

Reflex epilepsy, 783 

Reflex irritation as cause of chorea, 837 ; as 
cause of puerperal eclnnipsi.a, 80.'!;’ as 
cau,se of siniide tic, 870; ,as cause of 
teiniiorary apliasi:,, 418 

Reflexes, 111 poliomyelitis anterior acuta, 191 ; 

111 chorea, 846; in chronic biilbai 
paralysis, 229 ; in hieinatoiiiyelia, 47 ; ni 
hemiplegia from thrombosis, 568; in 
intracranial tiinioiirs, 653; in nijelitis, 
18 ; in paranijoclomis iiiiiltiplex, 893 ; ni 
progressive spinal iinisciilar atrophy, 212 ; 
111 simple meningitis in childieii, 533 ; ni 
sudden bulbar jiariilysis, 223 
Relieves skjo. in nejinarj.spastic paialisis, 
141 ; spinal, in syringoiiiyelia, 164; 
superficial, in disseminate sclerosis, 71 
Refraction, errors of, and clioiea, 837 
Regressive i.aruljsis, see Poliomyelitis an¬ 
terior acuta, 186 

^nal disea.se,*ncute, of pregnancy, 802 ; see 
EcIam|:Aia, puerperal, 797 
Renal disease, chronic, of pregnancy, 798 ; 
freipiency, i99 ; relation to eclampsia, 
800; treatment, 800 

amyotrophic lateral sclerosis, 
I7«; ill cesebrnl ha niorrh.age, 618; in i 
general paralysis of the insane, 709 ; in i 
lesions of cerelailluni, 382; in simple ' 
meningitis in children, 531 ; in tuber¬ 
culous n^eningitis, 474 > 

Respiration, muscles of, in progressive spinal 

muscular atrophy, 211 


Retinitis in puerperal eclaiiipsnu 807 
Rheiiinatism, and cBorea, 8:!2, 810 ; as 
ca^e ol dissemiimto scleiksis, 5 ;t ; acute 
articular, dii)giinsis from V^oRoniielitis 
antenoi acuta, 201 

Rheumatoid arthritis distinction from 
Charcot’s dise.ase, 123 

Right cei-ebr.d hemisphere in siwcial fiiiic- 
tions, ;j})7 

KiSiility, III ilictsfiniii.ito solerosm^ 62 ; tjf 
liiiOiSf Ill h(‘iiii|ilt';'ia fiom tliroinlHisi's 
ti(i7 : in tuKT(*iilotii4 mnihi^fitw, 475 
Rolaiidic ivgmii, dise.isc of, 284 ; allectioiis 
of jnolioii, 292 ; alTectioiis of sensation, 
297 , destructive lesions, 292 ; irritative 
lesions, 288 ; mmeiiieiits caused by 
eleitric Sfmiiilalioii m, 281 ; siimmary, 
291, 30.'i ; bibliography, 306 
Rombergs sign in ]>iiianiyiH'loniis mu1ti|de\, 
893; in tabes doisalis, 115 
Rotatoiy mmements, in lesions of eerelu-llai 
IHsIniieles, 387 ; in lesions of cerebclliim, 
371 


■Sai hm eonviilsions, 909 
•Salna, lucnniiiiation of, iii chrome bulbar 
paialysis, 229 

S.ipr.emiii, lateral sinus, 601 
Si-ailel Icier, and chorea, 834 ; ns cause of 
ai'iite otitis, 583 

Sclerosis, disscmiiintc, 50 , ala-rraiit cases, 
5(i ; age in, 51 ; a)ipearaiiee of the islets, 

I 76 ; causation, 51 ; classical cases, 58 ; 

I eoiiise and duration, 72; diagnosis, 85; 

' iliagnosiH from nmyotrophic latcrnl 
^ sclemsis, 183 ; iliagnosis from myelitis, 
26 ; insular, 50 ; morbid anatomy, 73 ; 
multijde, 50 ; pathology, 82 ; piognosis, 
90; pseudo, 92; sc.il.s of election, 71; 
sex 111, 52; sMiijitoms, 55; trcatnieiit, 
90 ; types, 55 ; bibliograjih), 94 
Scleiosis, seismdary, in mvciitis, 10 
Scoliosis in Friedreich’s ataxia, 151 
.Scotoniii, central, in disseimiiute sclerosis, 66 
8cre.aniing in sirniile iiieiiingitis in cliililreii 
530, 555 

Season in chorea, 831 

(Secondary lateral sclerosis, diagnosis from 
primary s|Mistin jiaralysis, 143 
iSell-kiiowledge, loss of, in general paralysis 
of the insane, 701 
Senile chorea, 862 
Senile jiarajilegia, 184 

Sensation in ha-iiiatoiiiyelia, 46 ; in wurniiig 
of epilepsy, 770 

Sensation, affections of, in lesions of cere- 
lielliiin, 377 ; in lesions of corpoia ipifwl- 
rigeiiiiiia, 348 ; in lesions of *plic 
thalaiiii, 329 ; in lesions of Rolaiidiif area, 
297 'i 

Seiisibilit)', loss of, in general )iaral>sis of 
the insane, 70,5 ; order of, return, m 
Cerebral heiiiiaiiiesthesia, 302 
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Sensibility, tactile, in lesions of pons Vai-olii, 
354 ; tactile and muscular, in lesions of 
falciform Io¥e, 307 t>' 

Sensory affeisvions in tabes dorsalis, 118 
Sensory and motor centres, theories of co¬ 
incidence in Bolandic zone, 298 
“Sensory aphasia,” 414, 423 
Sensory cross-way, 831 
Sensory derangements in intracranial 
tumours, 654 

Sensory discharge in aura of epile])sy, 773 
Sensory disorders in general paralysis of the 
insane, 694, 703 

Sensory disturbances in tumour of frontal 
lobe, 279 

Sensory symptoms in chorea, 845 ; in dis¬ 
seminate sclerosis, 69 
Septiciemia, lateral sinus, 603 
Semm - iujections in treatment of simple 
meningitis in children, 559 
Seventh cranial nerve, affections of, in lesions 
of cereliellum, 381 

Shock as cause of convulsive tic, 875 ; as 
cause of paramyoclonus multiplex, 889 
“Sighing respiration,” in tuberculous men¬ 
ingitis, 474, 483 

Sight, derangements of, in intracranial 
tumours, 654 
Simple tic, 869 

Sinus phlebitis, diagnosis from abscess of 
brain, 639 

Sinus pyn'mia complicated by abscess of 
brain due to ear disease, 591 
Skin, areas of, related to segments of spinal 
cord (plato), 161 

Skin, in simple meningitis in children, 533 ; 
in tuberculons meningitis, 473 ; trophic 
disturbances of, in syringomyelia, 162 
Sleep, and cerebral circulation, 255 ; post- 
epileptic, 778 

Sleei), disorders of, 746 ; amount of sleep, 
746 ; dreams and nightmare, 756 ; 
insomiiia, 746 ; night terrors of children, 
767 ; physiology, 746; sleep - talking, 
sleep-walking, 767 ; somnolence, 766; 
bibliography, 767 

Sleepiness in aura of epilepsy, 776 ; in 
general paralysis of the insane, 709 
Smell, affections of, in lesions of cerebellnin, 
379 

Smell, cortical centre of, 323 
Social ataxy in general paralysis of the 
insane, 694 

Soft palate in chronic bulbar paralysis, 227 ; 
paralysis of, in lesions of medulla ob¬ 
longata, 393 • 

Softening, necrotic, of cerebellum, 361 ; of 
lUMulla oblongata, 390 ; of pons Vorolii, 
361 

Softening, red, iff cerebral embolism, 561 ; 
in vascular occlusion from thrombosis, 
564 

Softening, yellow, in cerebral embolism, 562; 


in vascular occlusion from thrombosis, 
564 

Somnolence, 766 ; in aura of epilepsy, 775 
in intracranialisyphilis, 682 
Somnambulism, 767 

Spasms, in convulsive tic, 875; in Jack¬ 
sonian epilepsy, ..sequence of, 289 ; in 
paramyoclonus multiplex, 889 ; in simple 
tic, 871 

Spasms, clonic, by compression of one caro¬ 
tid artery, 260 ; in posterior-basic men¬ 
ingitis, 529 ; flexor, of limlis (flgs.), in 
posterior-basic meningitis, 524 ; localised, 
diagnosis from convulsive tic, 881 ; 
localised, in intracranial tumours, 653 ; 
mobile, ill hemipkgia from thrombosis, 
569 ; saltatory, 93u ; tonic, in posterior- 
basic meningitis, 522, 655; tonic and 
clonic, in infantile hemiplegia, 741 
Spasmus nutans, 903, 909 . 

Spastic paraplegia, 135 ; complicated with 
otlier lesions of the cord, 146 ; iorms, 136 ; 
functional or hysterical spastic paralysis, 
149; history, 135 ; primary spastic 
paralysis, 137; spastic paralysis secondary 
to pre-existing disease, 148 ; bibliography, 
151 ^ • 

Silastic paraplegia of cerebral origin, dia¬ 
gnosis from primary spastic paralysis, 144 
iipecial senses, affections of, iii lesions of 
optic thalanii, 340 ; in talies, 119 
Specific aft'ections in intracranial syphilis, 
671 

Siieciflc hemiplegia in intracranial syphilis, 
674 

Speech, affection of, in biith palsy, 736 ; in 
chorea, 842 ; in chronic buibar paralysis, 
227 ; 111 general paralysis of the insane, 
705; in infantile hcnii]>legia, 740; in 
paramyocloiiiis multiplex, 893 ; in tuber¬ 
culous meningitis, 471, 476 
Speech, defects of, 394 ; clossificatiou, 403 ; 
due to cortical lesions, 410; doe to 
damage to the commissures between word 
centres, 444 ; due t<^.Ailli£f)S.Vcal lesion--, 
404 ; in cerebral luemorrhage, 621 ; in 
disseminate sclerosis, 64; bibliography, 
446 

Speech, impediments of, 448 ; idioglossi -, 
454 ; lisping, 454 ; stuttering, 448 
Speech, part played by right ecrebral henii-^ 
sphere in fiinctious of, 397 
Spidej-cells in general paralysis of the 
insane, 714, 718 

Spina bifida, change of oerebro-spiual fluid 
in tappings, 243 

Spinal cord and membranes in general 
paralysis of the insane, 713, 716 
Spinal cord, diffuse diseases of, 3 ; in acute 
myelitis, 8; in caisson disease, 39 ; in 
hiematomyeha, 46 ^ 

Spinal cord, disease of, as cause of spastic 
paralysis, 148 
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Spinal corJ, in poliomyelitis anterior acuta, 
196 ; ill tabes dorsalis, 99,107 ; in tiiber- 
mloiis meningitis, 481 ; cavity in, in 
syringomyelia. 168 * 

Spinal cord, limited diseases of, 50 ; sclerosis, , 
50 ; white and gray mitter, in dissemin¬ 
ate sclcjrosis, 75 a 
Spinal *)rd, motor elements of, 192; 
muscles represented in segr^euts of, 194 ; 
sections of, in syringomyelia (plates), 169, ^ 

170 ;* segments of, relation to areas of 
• skin (plate), 161 

Spinal cord, pressure on, from Pott's 
disease, diagnosis from amyotrophic lateral 
sclerosis, 183 

Spinal diseases, confplei, diagnosis from 
primary spastic parm/sis, 144 
“Spinal epilepsy,” 140 ; «■,» Paramyoclonus 
iiinltiplex, 888 

Spinal ganglion in tabes dorsalis, 102, 107 
Spinal membranes, Ineniorrlnige into, dia¬ 
gnosis from bfematomyelin, 48 
Spinal meningeal hirmorrhage, diagnosis 
from myelitis, 24 

Spinal nerve iriots in disseminate sclerosis, 

76 ; lesions of, diagnosis from amyotrophic 
“lateral sclerosis,.183 __ ' 

Spine, curvature of, m poliomyelitis anterior | 
acuta, 192 ; in syringoni.velia, 163 
Splanchnic vaso-motor mechanism in cere¬ 
bral circulation, 250, 253 
Spleen in puerperal eclampsia, 813 
“Springhalt tie," 871 

Squint, in birth palsy, 736 ; in eclampsia 
nutans, 911 ; in tiibercnlons meningitis, 
476 . 

Staccato s))eecli in disseminate sclerosis, 64 
Status epilepticus, 782 ; treatment, 795 
“ Stellwag's symptom " in simple nieiiingitis 
in children, 493, 519 

Stocker’s sign in tuberculous meningitis, 473, 
483 , . . . , 

Strabismus, in head-nodding, 907 ; in simple 
meningitis in children, 494, 519 ; external, 
in lesion ofp"”"’"’'lolie,''312. 

Stupor in intracranial syphilis, 682 
Stuttering, 448 ; causation, 450 ; mechanism | 
of normal articulation, 448 ; pathology, 
C51 ; symptoms, 461 ; treatment, 453 ; 
bibliography. 456 
. 5’^.Vitus’s daii«!, see Chorea, 829 
“ Subcortifiil aphasia,” 407 

“ Subcortical word-deafness,” 429 • 

Sunstroke as cause of general paralysis of the 
insane, 693, 722 
Surgii^l tnbeymlosis, 481 
Suspension for tafccs dorsalis, 131 
Swallowing in chronic bulbar paralysis, 228 
Sweat in apoplectic stage of cerebri hemor¬ 
rhage, 618 . .m 

Sydenham’s ^horea, diagnosisr from convul¬ 
sive tic, 879 ; relation to simple tic, 870 
“Syllabic stumbling,” 442 




Sympathetic, pamlysy of, in syringomyelin, 

10-4 , 

Syncilpe, diagnosis from epileijjy, 788 ; in¬ 
fluence of gravity on, 251 

Syphilis, and tabes dorsalis, 97, 100 ; as 
cause of aural disease, 583 ; os cause of 
disseminate sclerosis, 63; as ennse of 
general paralysis of the insane. 691, 721 ; 
ns cause of iiiyelitia, 6, 36 ; as cause ot 
jirogiessivc spinal muscular atrophy, ’208 ; 
disposing to cerebral Inemorrhage, 606 

Syphilis, acipiired, of the ucrvoiis system, 
pathological aiiatoiiiy of, 685 ; lesions ot 
lirain and its meinbraiies, 685 ; of the 
vessels, 687 

Syphilis, corebro-spiiial, diagnosis from dis¬ 
seminate sclerosis, 88 

Syphilis, hereilitary, of the nervous system, 
689 

Syphilis inheriteil, as caiiM- of birth Jinlsy, 
737 ; diagnosis from infantile cerebral 
degeneration, 733 

Syphilis, intracranial, 668; age in, 669; 
classiticatioii, 673 ; clinical forms, 673 ; 
dit1u-.e arterial and meiiiiigeal lesions, 
jiseiido-geiicral paralysis, syphilitic de¬ 
mentia, 681 : focal lesions, giimmata of 
ceiebral cortex, cortical iiieiiibraneN uml 
of arteries 675; iiitrodiiction, 668; 
Iiathological niiatoniy, 68,5 ; proilronia, 
672 ; prognosis, 682 ; “ specilic ” and 
“ jiarasyphilitic ” alTectiona, 671; symp¬ 
tomatology, 671 ; syniptonis arising from 
vascular m-cliision, 674 ; syphilitic de- 
]>Obits over base ot brain and nasal 
meninges ; paralysis of cranial nerves, 
678 ; time of onset (table), 669 J treat- 
iiieiit, 683 ; bibliograidiy, 689 

Syphiloma of the brain, 686 

Syringomyelia, 159 ; and ha-iiiutoiiiyelin, 46, 
48 ; area of analgesia and thermo-nnais- 
thcsia, 166 ; course, 165 ; iliagnosis, 174 ; 
di.agiiosis from amyotrophic lateral sclero¬ 
sis, 183 ; from disseminate sclerosis, 88 ; 
from progressive spinal muscular atrophy, 
217 ; from tabes dorsalis, 129 ; history, 
1.59 ; pathology, 167 ; symiitoms, 160 ; 
theories of origin, 1/0; bibliography, 
175 


Pabes dorsalis, 66 ; age and sex in, 97 ; 
and general imralysis. 100; diagnosis, 

128 ; diagnosis from disseiiiiiiate sclerosis, 
87 ; from Friedreich’s ataxia, 154 ; from 
syringomyelia, 174 ; etiology, 97 ; his¬ 
torical,'96 ; morbid anatomy, 99 ; nature 
of the degeneration, 107 ; pathology, S18 ; 
stages, 115 ; symptoms, 113 ; treatiixmt, 

129 ; varieties, 103 ; bibUography, 131 
Taste, cortical centre of, 324 

Taste, in lesions of cerebellum, ^379 ; in 
lesions of pons Vatolii, 355 
Temperature, in abscess of brain, 836, 038 ; 
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in ceTcbrai iia^iiioTltiage, 619, 622; in 
chorea, 850 j in hsniatomyelia, 47. ; in 
intracrauii^', tumours, 656; in i^mple 
meningitis in children, {(32; in tuber¬ 
culous meningitis, 477 
Temperature, relation to corpus striatum, 
335 ; to optic thnlaini, 381 
Teiiipornl lobe, lesions of, 319 
Temporo-sphenoidal lobe, abscess of, 323, 
586 

Tendon-jerks in disseminate sclerosis, 62 
Tenotomy in treatment of poliomyelitis 
anterior acuta, 206 

Thernial disturbances in lesions of dptic 
thalami, 341 

Thermo-auiesthesin in syringomyelia (plate), 
166 

Third cranial nerve in cerebral syphilis, 679; 
alfection of, in hemiplegia from thrombosis, 
568 

Tliroinbosis, arterial, with cerebral softening, 
641 ', marantic, of the sinuses, diagnosis 
from aliscess of brain due to ear <lisense, 
591 ; of arterioles of medulla oblongata, 
390 

Thrombosis as cause of aphasia and agraphia, 
416 ; as cause of vascular oeclusiuii, 563 ; 
onset, 565 ; treatment, 570 
Thromlmsis in cerebral veins and sinuses, 
573 ; conditions favouring cerebral, 563 ; 
infective, 575 ; simple, 573 
Thumb, muscles of, in iirogre.ssive spinal 
muscular atniphy, 209, 216 
Tic, convulsive, diagnosis from paramyo¬ 
clonus multiplex, 894 
Tic salaam, 909 

Tics, the, 868 ; convulsive, 873 ; co-or<li- 
iiated, 883 ; history, 868 ; psychical, 884 ; 
simple, 869 ; bibliography, 886 
Tingling sensations in Jacksonian epilepsy, 
291 

Tinnitus, 679 

Tongue, “champing” movements of, iii 
posterior-basic meningitis, 522 ; paralysis 
■.of, in disseminate sclerosis, 63 
Tongue, in chronic bulbar paraly.sis, 227 ; in 
general p.-iralysis of the insane, 705; in 
lesions of cerebellum, 382 ; lii lesions of 
Aie^ullh oblongata, 392 ; in lesion of pons 
Varolii, 355 (_ 

Tonus, loss of, in tabes dorsalis, 109 
Toxic insomnia, 747 
Toxic epilepsy, 767 

Toxic theory of puerperal eclampsia, 815, 819 
Tranbe-Heriiig blood-pressiire in cerebrai 
anieniia, 259 

Trr.ulie - Koseustein theory of puerperal 
efiiampsia, 814 

Trauma as cnnseipf disseminate .sclerosis, 54 ; 

as cause of head-nodding, 904 
Tremor, jn birth palsy, 786 ; in infantile 
hemiplegia, 741 ; in disseminate sclerosis, 
60 ; in lesions of ccrebelliiin, 371 ; in 


lesions of corpora cpiadrigeuiina, 348; lu 
tuberculous meningitis, 475 
Tremors, toxic, diagno.sis from disseminate* 
sclerosis, 89 '*■ 

Trephining, palliative, in intracranial 
tumours, 665 

Trigeminal nerve, • palsy of, iii^ cerebral 
syphilis, 679 

Trisimis in apoplectiform bulbar paralysis. 
393 

Trophic distiirb.'inces in dis.semiiiate sclerosis, 
71 ; ill syringomyelia, 162 
Trophic lesions in tabes dorsalis, 123 
Tuberculosis, as cause of aiiial disease, 583 
Tulierculosis, acute unitary, diagnosis from 
vertical meningitis, ^54 
Tumours, cerebellar,’* cliagnosis from heredi¬ 
tary ccrebellai” ataxia, 159; extra-cranial, 
diagnosis from bulbai paralysis, 235 
Tumours, in cercliellnin, 362 ; in corpus 
callosum, 326 ; in cranium cause of com- 
Xircssion of cerebral capillaries, 268 ; in 
falciform lobe, 309 ; in medulla oblongata, 
391 ; in occipital lobe, 315; in optic 
thalamus, 337 ; in the cortex, and para¬ 
lysis of voluntary motion, 292 
Tumours of brain, diagnosis from gciierfd 
paralysis of the insane, 722 ; of Irontal 
lobe, 278 ; of .spinal cord, cause of siiastic 
paralysis, 148 

Tumours, inti acranial, 645 ; age and sex in, 
646 ; clinical history, 649 : diagnosis, 657 ; 
diagnosis from tuliercnloiis meniiigitis, 
486; dnr.atioii, 659 ; etiology, 646 ; 
localising symptoms, 6)8 ; morbid ana¬ 
tomy and pathology, 645 ; palliathe 
medical measures, 666 ; palliative trephni- 
iiig, 665 ; pathological iihysiology, 646 ; 
prognosis, 659 ; treatment, 660 ; types or 
groups, 656; bibliography, 667 
Tiiinonrs, syphilitic cerebral, frcipiency of, 

677 

Tumours, tuberculous,' diagnosis from abscess 
of brain, 592, 639 

Typhoid fever, iljagno«.’”s:*«in»nertical men- 
iugitis, 554 

UuiLATBliAr, convulsions in Jacksonian 
epilepsy, 288 

Upper limbs, iiosture of, in ainyotrophic 
lateral sclerosis, 177 ^ 

Unemia, diagnosis from cerebral haniior- 
rlf5gu, 627 ; from puerperal eclampsia, 818 
Urea, excretion of, in puerperal eclampsia, 
805, 817 

Urinary derangementsin intracranial tiiynoiirs. 

655 

Urine, in chorea, 849; in general paraly.sis 
of the insane, 709 ; in paramyoclonus 
multiple.\, 894 ; in pregnancy, 799 : m 
puerperal eMampsia, 805 ; toxigity of, 815 
ill simple meningitis in children, 533 ; m 
tuberculous meningitis, 477 
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V NL\ Es, mcompetttucy of, and \ aricose veins, ' 
•249 

Viiscnliir oocluMon, iHagnosis honi cereUral 
liannonhnge, 619 

Vaso-motor distiirbaiifos i?i legions of optic ' 
thalami, 341 , 

Vaso-motor nerves, 239 

Vaso«mo+or pUenomiMU’y iu simple meningitis 
in cliiMreii, 532 

Venous congestion, cei eliral, **62 
Veiilri' iilar luemonlinge, 623 v 

Yeitigo, 579 ; in iiitnieramal sjplnlis, 673 ; ^ 
in nitrai-raiiial tumours 652: in minor 
epileptic attacks, 777 ; in warning ol : 
epilepsy, 771 

I'ertigo, amlitory, tlmgno&is from epilep'*y, 
787 \ ^ 

Vessels, diseascil, lu \*aScnlar occlusion fioiu 
thrombosis, 563 

Vessels, sp.asms of, as cause ol aphasia ami 
right hemi]»legia, 116 I 

Visceral aiine in epilepsy, 773 
Visceral crises in tabes doisalis 121 
Visceral lesions, inllainmatmy, in sniijmra- 
ti\e vertical meiiingitK 546 
Visceial symptoms in It.em.'itomyelia. 47 
Vision, tield of, in disseminate sclemsis, 66 ‘ 

Vision, iiiipairmeiit of. lu lesions of inleinal | 
ea])8Ule, 331 

Vision, ill heatl-no.lihng, 9o7 . in hjstencal 
hemian.csthesia, 311 ; m lesnms of ceie- 
belluin, 378 , in lesions ol t oipora tpiailu- 
geniniA, 345 , in lesions o| optic thalami, 
340 : in lesions of paiietal lobe, •!]] 

Visual ceiilie, iiosition of, 316 
Visual s\niptoins m onset of jmeiperal 
ecl.inipsia, 802 

Visual waiuiugs m epilej'sj, 774 
Visual word-eeiities, 395; ditlercut mode of i 
incitation liom amlitory word-centie, i 
398 


Visual Jeff, (ir/eefs rmihiiig 

froiH almormal i-^wUlioii ol, IS-J; muv- 
bpied lesions m lett amlitoiy centre, 130 ; 
ciiK'ts of dcstiuction, 4;ft*rol w>i;\tion, 
43:) > 

Vocal cords, in chronic bulbar parahsis, 
228; in light hemijOegia ami a)»hasia, 
296; prahsisol, in disseminate si leiosis, 
63 

Vomiting, iu al»siess of luiiiii due to ear 
disease, 58“ . in ceieUdlai abscess, 641 ; 
in Inemoiiliaue ol superior ]K'dniiele, 387 ; 
in intiaci.nual tnmonis, 651 . in tnbeicii- 
Ions nieinngilis. 173. intnnionrol medulla 
oblongata, 391 ; iu simple iiieiiiiigitis in 
cliildieii, tiid, ."id {; jHfst epileptic, 778 
Vowel '•ouuds, 119 

Wasmso 111 simple meningitis in chihlicn, 
531 

^^astlng pals\, .s.c l*iogressi\e spinal nius- 
<ul.n atio]ili\, 207 

Wcstplial's sign in tabes dois.dis, 111 
Whitlows. ]uinless, in sMnigoin>elia, 162 
Woid-bliiidness, I2l; ihagianis, 137, 138; 
in lesion ol nilciioi ikiMctal lolmlc, 313; 
“June,” 435 . t\pes, 139 
\Vr)rd>(ciitrcs, 39.5 ; diagi.iius, .195, 396, 121, 
oidi’l of dcvelnpnieiit. 396, sites of, 402 
Woid-ilealness, 319, 121 , “piiiv,” 129 
Wold images as integial coinponeiils of ja>r- 
ci-pts find coiieepis, 399 
Wind ineinoiy, lomis of, 391 
Woid> scfil of )iniiiai \ lecull, .398 
Worms, lutchtimtl, as laiisc ol epilejisy, 768 
Wnter’s Ilainj), 10.5 

Writing, defeils of, line to lortical lesions, 
llO; to damage to the coiiimissnies 
bi'tweeii woid-i’»*ntres, 1 11 ; to subcortical 
lesions, 101 

Wilting iiK)vem« iits, ceiitie for, 413 
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cerebral vessels, and then chronic encephalitis. In a similar analysis 
Dana found only thirty-nine autoxisios reported with sufficient fulness ’ 
to be of value. In nineteen of these, careful mic^ioscopical examinations 
were made; the lesions found in sixteen were pronounced hypersemia, 
punctiform hjemorrhages, perivascular exudation, foci of softening, and, 
in some instances, emboli; all of which changes were most murked in 
the basal ganglia. 

Gross lesions are met with exceptionally, as, for instance, softening 
consequent on plugging of a large cerebral artery with consequent hemi¬ 
plegia during life. In an instance recorded % Gray the vertebrals, 
basilar and middle cerebrals were all blocked. So, too, large haemorrhages 
may occur, as in a case recorded by Dr. Bevan Lewis, in which the haemor¬ 
rhage was in the cerebellum; and one by Baxter, imA^hich it was in the 
cerebrum; in both of these cases the apoxdcxy Avas fatal. 

Discrexjant results have been obtained on examination of the motor 
neurons of the cerebral cortex. Dr. Charlewood Turner, in five cases, 
found some of the large pyramidal cells swollen, and their protoplasm 
cloudy ami dcnse-looking. Berkeley, in a case of Osier’s which ho ex¬ 
amined, found no si)ecial changes in these motor neurons. Dana, on the 
other hand, found the pyramidal cells in a state of hyaline degenorati<jm ; 
but his case was comxfiicated by chronic leptomeningitis. Changes in 
the neurons in other ijarts of the brain have also been described; thus 
Meynort found swelling and hyaline degeneration in the cells of the 
central ganglia, and Elischer similar changes in the clanstrum and island 
of Roil. 

Peculiar round hyaline bodies, concentrically laminated and strongly 
refractile, to which the name “ chorea-corpuscles ” has been applied, have 
been found in the perivascular sheaths of the vessels of the corpora striata 
and internal cax^ule, and have been described by Elischer and JakoAvenks ; 
but Wollenberg, Avho carried out control investigations in forty-six 
brains of persons not atfected with chorea, beside the brains of six 
persons so aftected, concluded that, though these bodies are present in 
some cases of chorea, they have no sxiecial significance, as they are also 
to bo found in ijersons who have never had this tUsease. 

The changes which have been found in the pons medulla and 
sx)inal cord are no more characteristic than those already described 
as sometimes met Avith in the brain; they consist in hypersemia, 
punctiform hsemorAagos, and perivascular round cell exudation. The 
8ux)x>08cd degenerative changes described by Elischer in the colls of the 
neurons of the spinal cord are in no Avay characteristic; and Berkeley, 
in the case Avhich ho examined, failed to detect any changes in these 
colls, or in those of various nuclei in the medulla. An instance of hsemor- 
qhage into the central canal of the spinal cord has been recowled by Steiner. 

'■ Meningitis, either cerebral or spinal, has been met vrith as a com¬ 
plication in'hxcoptional cases. 

Th,e changes described in the iieriphoral nerVes by Elischfr—hyaline 
swelling of th^o axis-cylinders, AA’ith increase of interstitial tissue—are of 



CHOREA 


<39 


questionable significance; but Frey has found changes characteristic of 
multiple neixritis. 

Several observers^ have attempted to isolate micro-organisms in 
chorea, but the investigations of Pianese seem the most complete. He 
has obtained from the nervous system of the subjects of chorea a bacillus 
which be has cultivated on artificial media, and which, when inocidated 
into animals, produces cortvulsions. He has further obtainetl pure cultures 
of the same organism from the ceistral norvojis system of the animals 
inoculated. Maragliano, however, reganls this microbe as probably the 
Bacillus coli, and considers that a coccus silso found by Pi.mese was 
probably the more potent agent, as he considers the staphylococcus the 
chief source of inSection in chorea ; this microbe has been found twice, as 
often as all the ofli^r organisms put together. 

Rod-like bodies in the tissues have been described by Donkin ; cocci 
in the blood by Richter and by Trihoulct; a diplococcus in the inoninges 
by Dana j a cladothrix in the meninges and canliac vegetations bj' N.aunyn; 
and S. pyogenes aureus, in the latter situation and in the jiarotid gland, 
by Berkeley. Apert found a diplococcus similar to that found by 
Triboulet in actite rheumatism; it was obtained from the blood of a 
chprea patient, but (apart from local induration) inoculation of the dijilo- 
coccus into the guinea-pig was negative. Trihoulct and Hoefrovi have 
both found staphylococci in the blood during life. 

Pathology. —Docs chorea fall out under a variety of circumstances, 
owning no indispensable cause? From the widely diflFereiit etiological 
factors it might seem that such is the case; but on closer scrutiny we 
find that these diverse factors may be grouped in three classes. The first 
may be unstable conditions of the nervous system, of congenital origin, 
or induced by develojnncntal changes ; the second, similarly unstable con¬ 
ditions of the nervous system induced by accidental causes, such as shock 
or great emotion, acute illness or overwork, mental or jjhysical; and in 
the third class we may place the immedisvte causes of the fwrticular attack. 
We have seen that the phenomena of chorea may be duo to some toxic- 
agent; or, on the other hand, they may be evoked in a reflex manner 
through some source 4)f peripheral irritivtion, such as eye-strain. Yet, 
however effective a contingent cause, such reflex influences cannot jwssibly 
generate a disease of which the nervous phenomena form but a part; unless 
the endocarditis in chorea results from an altered blood state brought aboiit 
by excessive ijiuscular action—a position which is indeed untenable, for the 
Endocarditis may precede the muscular spasms, or may occur in cases in 
which these are but slightly marked. Moreover, wo know of no othci 
affection attended with excessive muscular action in which endocarditis 
occurs. Far more potent factors are defective nutrition, bad hygiene, 
and the like, which may aid in the generation of a toxin in the body, «^r 
favour its action if introduced from without. There is much that 
suggests that chorea is generated by some toxic agent, either%he result of 
an alteredj blood state or of some infective agent introduced into the 
system from without. The close association between chorea ami 
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rheumatism suggests also that some toxic agent is operative in both 
cases; and it wa‘s formerly supposed to be a chemical one, depending on 
such altered blood state, rather than the product pf iiny organised virus. 
But the modern tendency is to regard acute rheumatism also as the 
rcBidt of micro-organismal infection ; and Sahli, in supjjort of this view, 
instances the acute onset, the definite course of the disease, its resem¬ 
blances to a septicaemia, and the common as^ciation of arthritis vrith 
other infective jn'ocesscs. Several iorms of micro-organisms have been 
described in acute rheumatism; and in some cases Sahli found an 
organism of but slight virulence, apparently identical with the S. 
citreus. 

The points that suggest that chorea may be the result of an infective 
process arc as follows;—endociirditis is admittedJy a morbid state 
characteristic of an infective process, and we have already seen how 
commonly this condition of the heart is met with in chorea; the 
relation of the disease to age and season is similar to that observed in 
connection with other infectious diseases; and the clinical manifesta¬ 
tions of a well-marked case of chorea resemble in till respects those of 
diseases of known infective origin. 

So that both in rheumatism and chorea there is much to suggest 
that the manifestations may be due to an infective ])rocess; but in 
connection with neither disease can it be said that we have sufficiently 
trustworthy bacteriological data on which to found such a doctrine. If 
the infective origin of these two diseases be hereafter satisfactorily 
l)rovcd, there will be little difficulty in understanding the close relation¬ 
ship which undoubtedly exists between them. It would not be neces¬ 
sary to assume that the same poison is operative in both cases, but 
simply that the poison responsiljle for the nervous manifestations of 
chorea, being of an infective nature, is ca^xible, in common with other 
infective agents, of setting up .arthritis and endocarditis. This brings 
118 to the interesting question raised by Flexner and Barker, who 
suggest that rheumatism itself will be found to dejiend, not on any 
single virus, but on a variety of different infections by pyogenctic 
organisms. Bo this as it may, it is clear there isjio necessity to assume 
that rheumatism .and chorea arc dependent on one and the same 
infective agent; on the contrary, the evidence is opposed to such a 
view, unless we assume that neither disease is the result of a specific 
organism, but that both depend on a mixed infection; and,,that whether 
the joints and heart, or the nervous system and he.art, beat;, the chief 
brunt of the attack depends on the numerical relations of the different 
organisms in any given case. In other words, it may be that in such a 
mixed infection organisms whoso toxins have a deleterious effect on 
the synovial membranes of joints, and others which are callable of 
exVjrting a baneful influence on the nerve-centres, effect an entry into 
the system*at the same time; and that acute rheumatism or chorea is 
determined as one microbe or another is prese/it in greatest,abundance, 
or in most virident form. 
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It seems scarcely necessary for us to do more than note in |>.i>»in^ 
that the doctrine formerly advanced to explain ‘the •relationshiji 
iVetween chorea and, rheumatism attributed the former to cerebral 
emboli consequent on endocarditis. Such an e.xplauation necessi¬ 
tates the assumption that endocarditis always jirecedes the nervous 
nianifeskations of ^orea, whereas very few instances of this scipience 
have been met with; •moreover, the nervous manifestations have 
resulted in death without any endocarditis havin}; been afterwards 
detected. 

Fascinating as is the hyjiothesis of the infective origin both of acute 
rheumatism and chorea, it is far from jiroved ; and the same may be 
.said of our knowledge of the affinities of tlic two diseases. There are 
many facts in tlfb»cau8ation of chorea which demand careful considera¬ 
tion before we hastily acce})t any such generalisation. That .such remote 
antecedents as temperament, age, sox, season, and other debilitating 
influences affeeting the nervous system, may favour an infecti\e agent, 
is in keeping with what we know of infective jirocesses generally ; but 
how are w'e to exjilain by this hypothesis those iiisninces in which the 
manifestations of chorea have followed so closely on fright that it seems 
in^ossible to escajie from the assumption that we are di-aling with 
cause and eflFect? That fright is capable of jiroducing a jirofound cflect 
on the motor elements of the nervous system is clear from many con¬ 
siderations; and there is no difficulty in understanding how great this 
effect may be when fright is operative in persons whose nerve-centres 
are in a state of instability, whether congenital, evolutionary, or other¬ 
wise induced. 

Symptoms. —In chorea a disordered condition of the motor centres 
is evidenced by the involuntary spontaneous movements, and by the 
defective power and ])rocision of voluntary movement. Each of these, 
defects is seen in different degrees of intensity and in various ci)mbina- 
tions in different*cases. The first indication often is that the i)atient is 
always fidgeting, though the movements are so similar to those seen in 
nervous children without chorea, that they may fail t(j stiggcst any 
other interpretation. « These movements usually begin in the arms or 
face, and exceptionally in the legs. Thus various grimaces and con¬ 
tortions are seen; at one moment the eyebrows are raised, at the Tiext 
an eye is closed and then opened, the upper lip is tlrawn upon one sid<! 
and then fal]p again, the angle of the mouth is dra\wi to one side, or the 
•mouth is«first opened then closed—all of which movements are carried 
out in a purposeless manner. • Or it msiy be that the head is suddenly 
twisted to one side, or jerked back; or the pitieiit shrugs one shoulder ; 
or the whole arm is jerked forward from this joint. So, toi>, when 
sitting down* with the hands on the lap, the hand may be rest¬ 
ing naturally when it is suddenly turned palm iipwards, and* as 
aV)ruptly back to its original position; or the fingers ar# irregularly 
e.xtended ^and flexed Vithout purpose. Implication of the trunk 
muscles causes writhing movements, or swaying from side to side, as 
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the patient aits or stands. When the legs are affected the momentary 
contractions of tSieir muscles cause jerking of the trunk first to one side '* 
and then to the other; or in walking the leg is Rotated, it may be first 
in and then out; or one leg is thrown across the other, as if about to 
become entangled with its fellow. 

The spsismodic movements are sudden, and ea!ch is of vary short 
duration; they may be simple or complex, and are always irregular, 
both as regards the degree of reswlting movement and as regards the 
intervals at which they are repeated. At first the patient may have to 
be closely watched before the movements are noticed; but later they 
require no such close scrutiny for their detection; so, too, the intervals 
between the spasms are much longer at first, and become shorter as the 
disease progresses, until there may be scarcely a sitigfe moment during 
the patient’s waking hours when some part of the body is not in move¬ 
ment. Mentiil excitement and any attempt to perform a voluntary 
movement aggravate the spasms; while mental and physical quietude 
diminishes, and sleep, whether natural or artificially induced, arrests 
them ; except in rare instances of very severe spasms, in the majority of 
which ciises sleep is prevented. According to Jaccoud, in less severe 
cases the spasms sometimes remain in abeyance for a little time afjer 
the patient wakes from sleep. Weir Mitchell and Rhein find that in 
some cases there may be severe choreiform movements during repose 
which entirely disappear on some muscular act being performed. Dr. 

J. W. Russell has recently confirmed these observations, and has, more¬ 
over, called attention to the fact that the power of inhibiting the chorei¬ 
form movements can be well demonstrated by making the child attempt 
to write; then it will bo seen that the patient can, for a time, inhibit 
choreic movements of the most pronounced kind, and write, it may be, 
oven a word composed of six or seven letters with perfect steadiness. 
Like Weir Mitchell and Rhein, Russell divides cases of chorea into 
certain groups according to the character of the Handwriting:—(i.) 
the writing gives evidence of power of control over the movements, 
incobrdination being probably present in many of the cases; (ii.) the 
power of control is practically complete and therj; is no incoordination; 
(iii.) choreic movements are either absent or very slight, and yet much 
incoordination is revealed by the handwriting; (iv.) control over 
choreic movements is perfect, but the handwriting betrays great in¬ 
coordination j and ^v.) choreic movements arc moderate,^ but writing 
impossible from mental defect. * « 

According to von Ziemssen, all thfl movements are not involun¬ 
tary, some being voluntary and quickly added for the purpose of con¬ 
cealing an immediately preceding involuntary movement. 

^ We have seen that all degrees of severity of the mirscular contrac- 
tiMis are met with; and not only may the most grotesque grimaces be 
constantly Occurring, but the ocidar muscles may be involved, the eyes 
turning concomitantly with the head and pre^rving their parallelism, 
or resulting in squint when the degrees of spasm in the muscles of 
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the two eyes are unequal. The globes return to their normal position, 
or are jerked into some other abnormal position. 

In a ease reeordetj by Dr. Tuckwell, so powerful was the sjvtsm of 
the muscles which raise the lower jaw that several teeth were broken. 
The head may be banged against adjacent objects, and the limbs greatly 
bruised*as they a#e violently thrown about. The iirms are always 
afVected in greater degrftc than the legs; the jerking movements may 
l)e so severe as to make it quite imjiossible for the ])atient to effect any 
purposive movement with the arms: thus in attempting to raise a glass 
or cup to the lips the arm is thrown in various directions before the 
vessel reaches its destination, and most of its contouts are probably 
spilled before it is grasped by the teeth and the remains of its contents 
gulped down in thrwmost hasty manner possible. 

When the trunk muscles are involved their spontaneous contraction 
may bo so powerful as to throw the jxiticnt out of bed. Similarly 
voluntary movements of the lower limbs may be so intorfcrcil with 
by the muscular contractions that walking may bo niiidc ipiito im¬ 
possible. Ill cases of moderate intensity the siiontancous movements 
may be limited to one side of the body ; but Dr. Hughlings Jackson 
hi^ shown that this is true only of the limbs, the muscles of the face 
and trunk being always bilaterally affected. In these cases of hemi- 
chorea Dr. Jackson is of opinion that the right side is the more fre¬ 
quently affected: according to Jaccoud, it is the left, and the figures 
quoted by Dr. Pye-Smith and Sir William Gowers both show a small 
balance in favour of the left side. The movements may remain limited 
to one side or part of one side throughout the attack; or the opposite 
side may be attacked, with or without cessation of the spasm on the 
side first affected; so, too, movements involving the arm and leg on 
one side may spread to the opposite leg without implication of the 
corresponding arm. 

But, as was stated at the outset, not only may voluntary movement 
be interfered with by these spontaneous movements, but two other 
factors may be in operation: an incoordination or want of precision in 
the performance of vjiluntary movements, or an actual want of power 
due to muscular weakness. In the first of these cases, instead of some 
jerky spontaneous movement being the first to attract attention, this 
faihire to co-ordinate movement may be noticed first: the motor 
centres do n^t obey the dictates of the will, so that when the patient 
tries to rrjax some set of muscles, for the due completion, it may be, of 
some muscular act, there is a anarked delay which of course seriously 
interferes with its efficacy. Or the motor centres may bring about 
relaxation of a group of muscles during the performance of some 
voluiftary actavithout having received any command to do so, and often¬ 
times with disastrous results, as objects in the hand may be suddenly 
dropped and broken. The incoordination of movement m«^ be shown 
in a differ^t way, the |)hticnt over-shooting the mark in the attempt to 
lay hold of or pick up some object. 
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It will be readily understood that the spontaneous movements and 
the incoordinatibn of movement may in any given case bo so combined '• 
as to make it difficult to distinguish the operative factor; for, of course, 
a voluntary act may well be interrupted, not in consequence of 
the sudden unwilled relaxation of a group of muscles, but of the unex¬ 
pected intrusion of some spontaneous movement. Voluntary movements 
are irregular, and are performed in a suddeiT and spasmodic manner; 
partly on account of the involuntary movements, and partly to dodge 
them. If the patient be told to protnido the tongue the act may be 
delayed in accomplishment, but the organ is then shot out of the mouth 
and as suddenly withdrawn, perhaps just iti time to escape the sna2) of 
the closing jaws. In severe attacks deglutition is much interfered with. 
Speech is often affected, words are spoken rapidly, aiVd in an explosive 
sort of way, the sentence being frequently interrupted by a hasty inspira¬ 
tion which may cliji off the last imrt of the word which immediately 
jjrecedes it; or there may be an insjnration of this kind after each word 
that is uttered j or a word can only be uttered spasmodically in parts. 
Owing to the sjiasmodic movements of the tongue and muscles of articula¬ 
tion, speech may indeed become quite unintelligible, or the patient may 
be deterred from making the attem{)t. Von Ziemssen, on laryiigoscc^)ic 
examination, has observed irregular movements of the vocal cords j and 
that the tension of the vocal cords is defective is evidenced by the fact 
that a note cannot be sustiiined for any length of time; moreover the 
voice is low pitched and monotonous. 

The movements of the thorax in respiration arc also made disorderly, 
chiefly owing to implication of the diajffiragm. Inspiratory cflbrts do 
not occur in any regular order, either as regards time or depth of 
movement; thus irregular pauses intervene, and one inspiration is deej), 
])erhjif)s excessively so, while another is shallow or abortive. The 
incoordination of respiratory movements sometimes shows itself in an 
alternation between abdominal and thoracic resinration. Romberg refers 
to two cases in which a whistling or snapjnng sound accom2)anicd insjnra- 
tion ; and in one of them sijasm of the intercostal muscles caused sudden 
driiwing in of the thorax. The same observcE sjwaks of a case of 
troublesome choreic hiccough. Aj)art from any indej)endent cardiac 
affection, the heart’s rhythm may be made irregular by the disorderly 
respiratory movements. 

A third fiictor* which may interfere with voluntary movement 
is muscular weakness, a phase of the disease which, w.as clearly 
recognised by the earlier writers on the subject. As a rule, this loss 
of power is most marked in cases in which there is little if any 
sjmsm, when it is commonly of hemiplegic distribution. Though the 
weakness amounts to definite paresis there is never anything approaching 
cbhiplete loss of power. To<ld fully described this type of the disease, 
to which AVest applied the term “chorea mollis,” and for which Sir 
Wm. Gowers has in-ojwsed the name “ Paralytifc chorea.” This element 
of muscular weakness probably accounts for the slovenly way in which 
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,ome choreic patients shiifHe their feet along the ground in walking. In 
twenty-eight of Osier’s cases, in which muscular enfecbl 5 men 9 was noted, 
if was monoplegic in |ixteen, the arm being aflected in each instance ; 
[laraplegic in six ; and hemiplegic in four ; in one case all four extremities 
were affected, and in one both arms without the legs. 

The weakness mVy come on gradually during the course of an attack 
of chorea with spasms; ol’ it may come on in a similar manlier or »iuite 
suddenly before any spasms have* been detected; in a third grouji 
of cases the paresis is noted after the siKisms have ceased. When 
spontaneous movements and paresis both exist they usuallv disappear 
together; but in some instances the paresis jiersists, it may be even in 
considerable degree, for a long time after the cessation of the s])asniodic 
movements. Osl%r, speaks of a case in which wrist-droji ])ersiBted 
for two years after an attack of chorea of the right arm, with which it 
came on. 

Electrical reactions .—These have been studied more e.s])ecially by 
Benedikt, liosenthal, Schiiiitt, and Sir Win. (lowers, all of whom are 
agreed that in some cases electrical irritability may be increaseil, both in 
the nerves and muscles; and to both galvanism and faradism. fio, too, 
an^altercd qualitative mode of response to galvanism has been described, 
in Avhich the anodal closure has resulted in contraction of the muscles 
with as weak a current as the cathodal closure, instead of the res|>onse 
being more readily obtained with the latter than the former, as obtains 
normally. Thus K.CC = ACC, instead of KCC^’ACC. 

Sc’iisory symptoms .—Headache is common ; it may jirecede the sjion- 
taneous movements, or ap))ear later; and is either more or less con¬ 
tinuous or is paroxysmal. Sir Thomas Watson met with some cases in 
which the pain was limited to the side of the head 0[)po8ite to the all'ected 


limbs. _ . . 

Pain ill the nerves and muscles of the aflected limbs is rare, and, of 
the exceptional instances in which they h.ivc been described, most of the 
cases have been hemi-chorea, and have been designated “ painful chm eas 
by Weir Mitchell. Instances have also been recorded in which pain has 
occurred in iiarts subf\pquently involved in the spontaneous movements. 
The nerve-trunks arc said in some cases to be tender on jircssurc, and 
tender points have been described along the sjiine at the points of 
emergence of the spinal nerves from deeper structures. Cartier, Triboulet, 
and Marie have especially insisted on these, and it»has been said that 
ithey arc Jiniited to the affected side in hemi-chorea; however, such 
phenomena, though carefully searched for by Osier in a large number of 
eases, were very rarely met with; and there can be no tpicstion that in 
the large majority of instances chorea is an affection unattended by pain. 
TrousBiLu insisted on the occurrence of tingling and formication in t^jc 
affected parts, and others have described similar ijaraisthcsim and numbniss. 
The latter symptom Fagge found not uncommonly noted in cRses at Guy’s 

Hospital. , * t -11 L -.I 

Diametrically opposite opinions have been, and still arc held witli 
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regard to the sensibility in chorea. Most observers are of ojnnion that 
if there btf any'' impairment of sensibility it is probably a hysterical 
manifestation; but I’6r6 asserts that blunting of, sensibility is common, 
and goes so far as to say that this has been found in almost all ctises in 
which sensibility has been carefully studied, especially in jMvrts where the 
spasms are most pronounced. Sir Wm. Broadbcnl is also of* opinion 
that sensibility is frequently diminished, and Df. Purves Stewart detected 
it in ten out of forty-one cases. *> 

Reflexes .—Discrepant statements are made by different authors on 
this subject; some consider that the reflexes are usually normal, others 
that they are usually exaggerated; and others again that the superficial 
reflexes are commonly diminished. My own expcricnco is that the 
reflexes are usually normal; but in some cases tii^re may be slight 
increased activity of the tendon jerks, in others, and more especially 
in the paralytic variety of chorea, they may be diminished in varying 
•legree up to complete abolition; in some cases the resulting contraction 
of the quadriceps extensor is unduly sustained. In 50 cases of chorea, 
examined by Sinkler with the object of ascertaining the state of the 
reflexes, the knee-jerks were found normal in 26, diminished in 15, and 
absent in 9. «• 

Sphincters .—The sphincters are not afl'ected, though in severe cases 
the evacuations may be expelled involuntarily ; and a similar result may 
be met with in cases in which there is much mental hebetude present. 

Trophic disturbances .—There is no spontaneous tendency to bedsores; 
but the incessant rubbing of certain parts against the bed in severe cases 
and self-inflicted cutaneous abrasions may lea<i to their formation. Such 
sores are especially apt to form in advanced stages of severe cases, when 
general nutrition is much lowered, and when, as often is the case, 
mental hebetude is so great that the evacuations are pissed under the 
patient. 

Mental condition .—The psychical disturbances in chorea have been 
studied especially by Marc6. Though bright and intelligent at the 
outset there are few patients in whom there is not some mental affec¬ 
tion, though in the majority it is fortunately sk’ght. The alteration 
may be in the form of diminution of attention, mental dulness, and loss 
of memory; not only is the child unable to learn lessons, but it no 
longer cares about story books, and the face wears a dull, heavy look, 
singularly wanting in variety of expression. Or there mqy be marked 
perversion of character; the child becomes irritable and whimsical, i£(' 
liable to emotional attacks, and does all sorts of odd things. Then again, 
there may bo hallucinations (Axenfeld and Huchard), most commonly of 
sight, though sometimes of one of the other special senses; or it may be 
o^ common sensibility, or rmder rare circumstances even •of the genital 
seffse. Such hallucinations may be originated in dreams and perpetuated 
during the •taking hours. The degree of mental change bears no 
relation to the severity of the other symptoins; and thoi^ symptoms 
may progress to dementia, melancholia, perhaps with suicidal intent. 




CirOKEA 


oi- to mania in which the patient jabbers incohercntl}’, shouts, aiul 
• sings. It is to this class of cases that the name “ chorea* insanieiiB ” 
has been applied; in |^any such patients sent to asylums the jdiysical 
condition is entirely overlooked. The delirium is usually recovered 
from in acute chorea; but where there is any hereditary' taint of 
insanity •it may bd the starting-point of progressive and permanent 
mental deterioration. • 

Convulsions are rarely met with iii the course of chorea, and epilepti¬ 
form convulsions of unilateral distribution still more rarely ; nevertheless, 
originating in this way, convulsive attacks have been known to persist, 
and to constitute ordinary attacks of epilepsy. Certain peculiarities of 
the convulsions hsvve been noted in some ciwes—siich as an admixture of 
choreiform spasms the attacks, or an associated condition of catiilcptic 
rigidity. 

Ocular phenomena .—In addition to the transitory scpiiiits and the 
like, which result from irregular spjisms of the ey'e muscles, the following 
ocular phenomena also may be met with. The jmpils are frctpicntly dilatc( 1 , 
and this has been observed to be more marked on the side on which the 
spasmodic movements have been most severe. The optic discs are usually 
normal; but evidences of slight neuritis are met with exce]>tiunally, and 
as nypermetropic errors of refraction have been also present in many 
such cases, it has been supposed that the hypermetropia may be 
responsible for the changes in the discs ; but that it is not the only factor 
in the production of the change is proved by the disappearance of the 
neuritis without correction of the hypermeti'opia. This condition 
of the optic nerves lends support to the view that chorea is of infective 
origin, for it is more probable that the neuritis depends on some blood 
state present than that it is secondary to an intracranial lesion. 

Circulatory system .—The imlse is frequently rapid, especially whci'c 
the spontaneous movements are severe; in some cases it is iri’cgular, 
according to some* observers, owing to a veritable chorea of the heart; 
while others regard it as depending on the disturbance of the resi)iratory 
movements of the thoracic cage. Sir Wni. Gowers has observed several 
instances in which pos^re had less effect than in health, there being little 
difference, if any, between the pulse-rate in the upright and recumbent 
ixjstures. 

The most important defect in the circulatory system, however, is in 
the condition of the heart itself. Apart from rapidity and, possibly, 
•irregularity o? action, murmurs may be hcJird over the prccordial area 
the significance of which has beqn much discussed. Three explanations 
have been offered for these—(a) that they are hajmic, dei)ending on 
associated anrnmia; (h) that they arc the result of regurgitation at the 
mitrak orifice consequent on irregular contraction of the pajnllary muscl^ 
not closing the mitral flaps effectively; (c) that they are due to orgaific 
valvular lesions. The second of these explanations is one JPbout which 
little need be said, in thkt we have no means of proving or disproving 
it. With regard to the other two there can be no question that both 



848 


SVSTEAf OF MEDICINE 


arc operative in different cases, or it may be oven in the same one. 
While it m!iy be difficult in some cases to be certain which of these two ' 
factors is responsible for the mnrmurs, as a rule t;he following considera¬ 
tions will lead to a correct interpretation. In the first place, doubt can 
only arise where the murmur in question is systolic in time; a presystolic 
or diastolic murmur being unequivocal evidence of* organic dicease. 1 
cannot concur with those who hold that diastolic and even presystolic 
murmurs may bo hasmic in origin. Jn the next place, it is compirativcly 
rare for organic disease to be found at the aortic orifice in chorea, the 
mitral valves, as we have already seen, being afl’ectod in the large majority 
of cases. In anasmia the moat common murmurs have their seat of 
maximum intensity at the base; or if, as sometimes hajipcns, the point 
of maximum intensity is in the fourth intercostal spate close to the left 
border of the sternum, it is hoard up to but not beyond the apex of the 
heart; whereas in the organic cases by far the most common murmur is 
a systolic one having its seat of maximum intensity at the aj)ex and 
conducted into the axilla, and it may bo round to the angle of the left 
scapula. The presence of a murmur at the aj)ex conducted into the 
axilla may, however, dopeiul on dilatation of the left ventricle in anaemia, 
without the jjrcsence of organic valvular disease; so that it is necessary 
to take other points into consideration before arriving at a conclusion, 
such, for instance, as other evidences of anaemia in the pitient, the presence 
or absence of a haemic murmur at the base having its point of maximum 
intensity in the second left intercostal space, the presence or absence of 
a venous hum in the neck, and so on. But as organic valvular defect and 
anaemia maiy coexist, some cases may have to remaiin unsettled until the 
anaemia Inis been removed. Even this does not entirely settle the 
question, however, for, as Faiggo hais insisted, even imumurs observed in 
rheumatism maiy similarly piss awiiy ; Kirkes, Wilks, Baxter, and Frank 
hiive all recorded cases in which no murmur was present during life, and 
yet vegetations were found on the valves after death. ' 

Apirt from nipidity and possible irregularity of action, there msiy 
be definite orgiinic disease of the heart. According to Sir Wm. Gowers, 
in nine out of every ten fativl cases of chorea, disease of the valves of 
the heart is found. Sturges collected 80 cases from four of the large 
London hospitals, in only 5 of which were the heart and pericardium 
free from disease. Of 34 cases collected by Raymond, in addition to 
the cases reported by Sturges, the condition of the heart ,^8 only given 
in 19, in all of which there was endocarditis. Osier ^has since 
collected from recent records 73 casts with endocarditis in 62 of 
them. 

Murmurs indicating the existence of organic disease of the heart 
qiay bo present before the attack of chorea, and may then be due to a 
pluvious attack of this jliscase, or of acute rheumatism. On the other 
hand, priiuAy attacks of choreji may be met with in which there had 
boon qo antecedent rheumatism, and in which n6 murmur is p-esent. In 
some such cases a murmur may appear during the attack, and may 
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persist after the patient is convalescent; while in other,instiinces, as the 
j^atient recovers from the chorea, the murmur may (lisappeai\ Another 
class of cases is met with in which no murmur is hoard throughout the 
attack, but presents itself at some subsequent period. 

The most common murmur is a systolic one producc<l at the mitral 
orifice j but sometimes, where the murmur existed before the onset of 
the chorea, a prosystolic murmur is heard alone, or in combination with 
one systolic in time. Murmurs fndicating the existence of aortic 
disease are much more rare, as may bo judged from the fact that the 
Collective Investigation Committee, previoiisly referred to, fouiul IIC 
cases of mitral disease as opjtoscd to only 6 aortic cases. So, too. 
Sir William Gowers sUtes that out of 250 civses of chorea he only 
mot with 2 cases »f aortic regurgitation; and Osier, out of 72 in 
which there was evidence of organic disease of the heart two years and 
more after chorea, found 4 cases only in w’hich the aortic valves were 
affected. 

With regard to the association of jiericarditis with chorea W’c have 
already seen that Bright, and some others of the older ])hysicians, 
especially at Guy’s Hospital, recognised this, and that Bl ight founded a 
hypothesis ef chorea on this association. The pericarditis is usually 
associated with endocarditis, though it sometimes occurs alone. I’hns of 
21 cases of chorea occurring in acute rheumatism •Sibsoii found that 15 
hatl pericarditis, 14 endocarditis, 3 <loul)tful endocarditis; 6 ha<l no 
pericarditis, and 3 no endocarditis. So, too, of 73 recent autopsies in 
chorea, collected by Osier, there w’cre 19 cases of ]>ericarditi8, in only 2 
of which endocarditis was absent. 

Cutaneous affections .—The more important of these serve as another 
link in the chain of evidence in supjmrt of the close affinity between 
chorea and rheumatism. Erythema nodosum, arthritic purpura, purpuric 
urticaria, and subcytaneovis fibrous nodules belong to this class. Her])es 
zoster is sometimes seen, but probably owes its origin to the arsenic 
which is admiuisterc<l to such jxitients. Excessive pigment;ition of the 
skin, when present, is probably always due t(i the same drug; but 
absence of pigment iu'^he skin in patches has been described. So, too, 
alopecia areata is said to have been observed; bald piitches on the 
head, the result of the incessant rubbing against the pillow', must not, 
however, be mistaken for the baldness of alopecia. 

Urine. —A« excess of urea was found by Wllshe and others; 
a?»d, according to Tod<l, uric acid may be deiwsitcd in considerable 
amount. Dr. Handfield Jones? has described a similar increase of 
phosphates. These conditions of the urine have been found proportional 
to the severity of the attack of chorea. The pigment urohmmato- 
porphj?rin, disesAered by Dr. M'Munn in the sirine of rheumatic subjcctjip 
was found by Dr. A. E. Garrod in the urine of fourteen out.of twenty 
cases of chorea; this regards as additional evidence or the close 
relationship •between rheumatism and chorea. Albumin, when present, 
ysually indicates nephritis; according to some observers, it msiy be 
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produced bv reiiftl embolism also; of this statement, however, satisfactory 
proof is wanting. Glycosuria has also been recorded. 

Temperature .—The milder forms of chorea may run an apyretic 
course; and even when the movements are severe no elevation of 
temperature may be detected. Other cases presenf a slight degree of 
pyrexia, irrespective of any detectable complication; there ifiay be a 
rise of a degree or two in severe cases, and in chorea insaniens a tem¬ 
perature of 104° F. may be reachfed. Elevation of temperature may, 
however, occur as a result of some complication, usually arthritic or 
cardiac; and, though a temperature of 105° F. has preceded death where 
no complication was detected, hyiierpyrcxia is usually the result of 
some complication, and oven then in chorea is a rare fivent. 

Recurrence .—A patient who has once had an‘littack of chorea is 
liable to be similarly affected on one or more subsequent occasions. 
This tendency of the disease to recur was known to Sydenham, and has 
been insisted on by all subsequent writers. Sir William Gowers found 
that a third of his patients had more than one attack of chorea, and he 

mentions one in whom there had been as many as nine attacks. 

Osier’s statistics show that, out of 410 cases, there were two attacks in 
110, three in 35, four in 10, five in 12, and six in 3. < 

The interval between a first and a second attack of chorea varies 

from a few months to several years, but is most commonly about a year. 
Instances in which recurrence has been reported within a few weeks of 
the original attack ought probably to bo regarded as relapses of an 
attack whose course is not fully spent, rather than as true recurrences. 
The effect of season on the recurrence of chorea has been noted by 
a good many observers, but notably by Weir Mitchell. Such fresh 
attacks are most commonly met with in the spring; but instances of 
their occurrence in the same subject during successive airtumns have also 
been observed. Rheumatism does not appear to have any infiuence on 
recurrences; though Osier reports a higher percentage of arthritic 
changes in cases of three attacks or more than in those of one or two 
attacks. As the heart has been more frequently affected in recurrences 
than in primary attacks, some have supposed that cardiac disease 
favours such recurrences. It is far more probable, however, that the 
true explanation of this association is that, as endocarditis tends to occur 
in chorea, the greater the number of attacks of chorea the more likely 
is endocarditis to “be found. Indeed, evidence of the* occurrence of 
endocarditis during a recurrent attack has been met with^in cases fti 
which there were no signs of it at the beginning of the attack. 

Females are more prone to a recurrence than are males in about 
the same proportion as they are more liable to original attacks; but 
cn cases of recurrence there is an increasing tendency for the number 
of females^affected to preponderate over the males; so that in cases of 
four or more attacks the subjects are nearly a^^ways females. 

Ik many cases no cause for the recurrence can be detected; in 
some it has been ascribed to fright. The relationshqi between a 
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fright and the onset of the symptoms of chorea is in somc^nch ctrscs so close 
.13 to compel us to regard them as caiise and etlcct (p. 83(?); but it is 
equally certain that m many cases no evidence whatever of fright can 
be obtained. Overwork at school has been also regarded as a cause of 
recurrences. On tlje relations between pregnancy and chorea sufficient 
has alre&dy been said to show us that the former condition is a j)otent 
factor in exciting second and, more rarely, third attacks of chorea in 
women; and that, exceptionally, ^wegnaney may be resijonsible for 
several recurrences. 

As a rule the manifestations of the disease in second and subsequent 
attacks are not so pronounced as in the first; but many notable excej)- 
tions occur in whifch the symptoms in a recurrence are much more sevei’c 
than in the origiinll attack. The jiarts affected by the spasms may be 
more or loss the same in recurrences as in the primary attiick; nr there 
may be no such correspondence, the sjKisin being either more wide- 
s[>read than in the first attack, affecting totally different groups of 
muscles, or, while involving those originally affected, preponderating 
in others that formerly escaped. Thus in some cases successive attacks 
are more or less restricted to the same side of the body, while in others 
su#h limitation occurs on the opposite or on the same side indis¬ 
criminately ; or again both sides may become affected, but the opj)o8ite 
to a much greater degree than that which suffered, it may be exclusively, 
in one or more former attacks. 

Diagnosis.—There is no difficulty in diagnosing typical chorea: 
the spasmodic movements might, however, be mistaken for those seen in 
some cases of cerebral disease in infancy ; indeed this mistake has prob¬ 
ably been made in some of the alleged instances of chorea in very 
young children. The history serves to «listingui8h the two conditions ; 
chorea is usually of recent onset, while the cerebral condition is «)no <jf 

earliest infancy. , ... 

So-calletl “paralytic chorea” may be very difficult to recognise with 
certainty; spontaneous movements may be almost entirely absent, and 
thus the case may come to be regarded as some other form of 
fiaralysis. • As a rule the history suffices to exclude other forms 
of paralysis, for the weakness in chorea usually comes on gradually in 
the course of some weeks. We have seen, however, that there are 
exceptions, and that considerable paresis may be of sudden onset in this 
disease. Wb«n, moreover, the weakness is hemiplegic in distribution, 
■find theretis organic disease of the heart, the diagnostic jiroblem may 
be one of considerable difficulty ; in such cases, however, there is no 
history of convulsions or loss of consciousness, the paralysis is never 
so well marked as in occlusion of a cerebral vessel, and moi-eover, in 
chores, even wten the leg is affected in conjunction with the arm, tl 

face escapes. _ 

In the case of monoplegic weakness, as for instance of one arm—the 
most common form of i^aresis in chorea—the slow onset distinguishes 
the condition from organic affections; or, if the onset happen to be 
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sudden, the escape of both leg and face and the absence of convulsiouK' 
and other 'grave symptoms at the onset exclude an organic cerebral 
affection; the absence of atrophy and the reaction of degeneration 
exclude acute anterior poliomyelitis; and they also exclude peripheral 
neuritis, the exclusion of which may possibly be aided by the 
abseiicu of any defect of cutaneous sensibility, which is certainly the 
rule in this class of cases of chorea. Moreover, by carefully watching 
such patients, very slight spontaAeous movements may possibly be 
detected from time to time, either in the paretic limb or elsewhere; or 
some such defect may be detected by making the patient hold the arms 
above the head or straight out in front of her, with or without the 
tongue protruded at the same time; again, if the child he told to 
grasjj an object with the affected hand, and to keep the hand tightly 
closed on the object for a little time, she may fail to do so, the muscles 
involuntarily relaxing in the manner already described as so characteristic 
of chorea; or, once more, delay may be detected when the patient 
voluntarily attempts to relax some group of muscles. The editor of 
this work has told me of a case of paresis of the forefinger of the left 
hand in a boy of fourteen which jjroved to be chorea, as was suspected 
by himself and by an eminent physician to whom he referred the cp-se. 
The paresis, which came on gradually in a very healthy boy, and was 
chiefly manifest as a disability of holding the reins of his imny, stood, as 
a symptom, absolutely alone for many weeks. Then very slight choreic 
movements and a transient systolic murmur clenched the diagnosis of a 
case which for a while could oidy be guessed at on an estimate of 
probabilities. In a second case, which came under his care, a girl was 
admitted into the Leeds Infirmary completely or at any rate very 
deeply jxiralysed in all four limbs; she lay motionless, but the move¬ 
ments of organic life persisted. This state was said to have come on 
rather quickly—in a few days. The negative featurjgs of the case led 
to a provisional diagnosis of chorea, and within a week twitches appeared 
and chorea became unmistakably manifest. 

It may bo no easy task to distinguish true chorea from the hysterical 
simulation of it. In cases of the latter kind a history of imitation can 
often be obtained; the subjects are generally girls about the age of 
puberty or adolescence; the movements are more sudden, and single 
muscles contract: furthermore the movements are often rhythmical, 
whereas in true chArea they are always irregular. 

As was said when discussing the symptomatology, in ceases witli** 
pronounced mental symptoms chorea may never be suspected. This is 
esjiecially apt to be the case in the maniacal form of delirium in which 
the choreic spasms, though present, are masked by the mental state. 
Moreover in some of these cases the chorea spasms tease whfcn the 
mania is at its height. Acute mania does not usually attack such 
young subjects, and in it the patients jabber more incessantly than in 
the tVilirium of chorea. Careful watch must, of course, bo kept for 
any choreiform movements. 
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Senile chorea (p. 862) is distinguished hy reason of^the. patient’s age 
at the time when it first manifests itself ; by the fact that the s]>iism is as 
a’ rule slighter in deg'iee than in cases occurring in earlier life; by its 
usually chronic progressive course, often persisting until the end of life ; 
and by the absence^of any relation, to rheumatism or endocarditis. 

Hurftington’s chorea (p. 859) has, in common with the senile form, 
the distinguishing features that have just been described ; bcsitlcs which 
there is a hereditsvry history, ofttSi dating back several generations. 
Such cases are even more progressive than the senile form ; they in¬ 
variably persist to the end of life, and are commonly attended by mental 
deterioration. 

In electrical chorea (Dubini’s disease, ji. 864) the spjisms are much 
more sudden and sliock-like; and cases of the kind have been met with 
only in Lombardy and a<ljacent parts of Itiily. The couise is pit) 
gressive; a large jiroportion of cases end in death, and the more acute 
are attended with rise of temperature. Einlcptiform convulsions are 
common ; and not ordy does paresis follow, but the muscles waste, and 
lose their faradic irritability. 

Paramyoclonus (p. 888) is distinguished by the fact that the sj)a8ni8 
ar# much more sudden and ahock-like; as a rule they affect similar 
muscles on the two sides of the body, and are commonly restricted to 
the muscles of the trunk and jn-o.vimal segments of the limbs; though 
in some eases they may be mueh nif)re gonei'alised. This attection is 
more harmless than chorea, being in no way related to rheumatism or 
endocarditis, yet more persistent, lasting in moat cases for years. 

In double athetosis the movements are slow as a rule, are writhing 
or undulating, and .are attended with permanent stiffness of the limbs; 
there is also, in some cases, an increase in the volume of the muscles. 
Such ]>iitients commonly suffer fron» convulsive attacks, and as a rule the 
intellect is defectiye. 

Prognosis .—The prognosis of chorea varies with the .age of the 
])aticntj in children the large majority, even of severe cases, end 
favourably; the report of the British Medical Association Investigation 
Committee showed th« death-rate to be about 2 i)er cent—nine deaths 
in 439 cases of the disease. According to Anstic, chorea is much more 
serious after puberty; and the gravity of the affection in pregnancy 
has already been insisted upon. The majority of the deaths from chorea 
in pregnancy^ result from abortion, whether spontafteous or artificially 
' hiduced ; »r indeed, in consequence of the extreme debility which com¬ 
monly ensues in such cases, a naSural Labour at full term may prove fatal. 

As a rule the more pronounced the psychical di8turV)ance8 the more 
serious the prognosis; but this is not always so, for j>aticnts with marked 
mentsA affectidti may recover completely, while on the other hand thfi 
most severe spasmodic movements may be present, and m.ay <m<l in death, 
without definite mental disturbance. It must be rememberea that where 
there is nwuch psychical disturbance, thoiigh there may be ropovery 
from the attack of chorea, progressive mental deterioration may follow. 
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and may bo permanent. Yet mental defects have been known to persist 
for months*or even years, and ultimately to pass away. It must also ’ 
be remembered that epileptoid attacks in the coutise of chor'ea may sub¬ 
sequently become genuine epilepsy. 

Apart from complications, the two chief perils are exhaustion from 
want of sleep and the never-ceasing violent movements. Little less 
important is the interference with the patient’s* nutrition, and even with 
the very acts of taking food. Death rarely occurs in a recurrent attack. 
These points must, therefore, all be kept clearly before us in attempting 
to formulate a prognosis in any case of chorea. 

Not only have we to express an opinion as to the ultimate result, 
but also as to the duration of the attack; yet nothingus more uncertain 
than the latter, for whereas in the majority of c£W^s the attack will 
come to an end in six weeks, in others it may last as many months. 
First attacks usually last longer than subsequent ones; the more 
severe the spasmodic movements the longer is the condition likely to 
persist; and cases of “ paralytic chorea,” though presenting little or 
no danger to life, are often most obstinate. Post-choreic paralysis is 
sometimes very well marked ; but, in the absence of evidence of occlusion 
of a cerebral vessel, complete restoration of function in the affected 
parts may be confidently expected. 

In some cases the spasmodic movements persist, and result in a 
chronic chorea which does not appear to affect the general health of the 
{>atient materially. Such cases are much more commonly met with in 
males than in females. The hysterical form, which never ends fatally, 
often persists for a long time. 

The presence of endocarditis does not affect the immediate pi’o- 
gnosis, for embolic attacks are singularly rare; but it affects the ultimate 
prognosis in the two following ways. It may lead to serious structural 
damage of the affected valves and to the train of phenopaena which attend 
chronic valvular diseases of the heart, ultimately terminating in failure 
of compensation with its usual consequences; and, if a repeated attack 
of chorea occurs in a person the subject of former heart disease, the pro¬ 
gnosis is less favourable in proportion to the ^gravity of the latter. 
This, however, is a factor of minor importance in prognosis. It is not 
a little curious that although chorea and rheumatism are so closely 
associated, and pericarditis occurs in a fair proportion of cases of chorea, 
hyperpyrexia is vei^ rarely met with in the latter disease^ 

Treatment.—It is of primary importance that any possible exciting** 
cause of the affection should be sought for, and combated, if possible, by 
appropriate treatment. A sedative and calming line of treatment must 
be adopted where shock appears to have been operative. Where reflex 
fetors, such as errors of refraction, dental irritation, intestinal Vorms, 
constipation, phimosis, and the like are present, the particular source of 
irritation nrnst bo removed. In cases of chorea gravidarum the question 
of artificial abortion or premature delivery may arise, and thie procedure, 
grave as it is, may in severe cases be imperative. 
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Rest is one of the most important factors in the treatment of chorea. 
Even in mild cases, occurring in children, it is imjiortaift. tluii all lessons 
should bo discontinued^ and that the child should not be allowed to make 
any mental effort. So, too, it is well to begin the treatment with a few 
days of absolute rest in bed; this must, however, largely deiiend on the 
effect which it has ifti the child; for in cases in which bed is irksome the 
consequent mental depression may more than counteract the good cll'ect 
of the means. Where such absolute rest is not deemed advisable, much 
good may be obtained by getting the child to lie on a bcil or couch for 
an hour or two in the middle of the morning, and again in the afternoon; 
and various means may be devised to keep it interested and amused 
during these pericvls. Although more imjiortant in the severer cases of 
the disease, the aiflqpnt of rest must be regulated on similar lines; yet, 
if possible, the child should be kept in bed until all the choreiform move¬ 
ments have ceased. In severe cases this r\de shoidd have ik) exception. 
We have most of us learnt the value of rest in modifying or possibly 
warding off the endocardial lesions in acute rheumatism, but we have 
scarcely realised that this clement of treatment may be equally important 
in similarly motlifying or warding off such lesions in chorea. Quite 
ap^irt from the great good which must result to the motor neurons, 
which are in an exalted state of irribibility, there can be little doubt that 
rest is none the less needed as a prophylactic or curative meas\irc in the 
treatment of the cardiac manifestations of the (lisease. 

In cases in which the disease is at all pronounced it is well to combine 
isolation with the rest treatment. Wo have already seen how highly 
strung and excit^iblo the subjects of chorea commonly arc, so that it will 
readily be understood how important it is to reduce all nicntiil excite¬ 
ment to a minimum. This can best be effected by keeping the child in 
a bright airy room with its mother or a sensible nurse to look after it, 
and to keep it interested and amused. An important question which 
frequently arises An private practice is whether it is advisable to engage 
a trained hospital nurse in such ciises. In the treatment of adults there 
can bo no question that this is the best plan, but no general rule can be 
laid down on this pojnt with regard to children; each case must be 
dealt with on its own conditions. If the mother be not herself highly 
strung, or of neurotic temperament, and if the child’s own nurse is a 
sensible and soothing person, it is better not to risk the introduction of 
a stranger; l^ut where, as so commonly happens, thq mother is neurotic, 
and the yurse has no notion how to keep the child quiet and yet 
amused, it is better, even at tlje expense of a little disturbance at the 
outset, to place a carefully selected trained hospital nurse in charge of 
the child, and to keep all other people away as much as possible. It need 
Bcarcoly be adiJed that in selecting the nurse attention should be jNiid 
not only to her general qualities, but also to her special experience in *lfe 
management of children. • 

If the spasmodic movements are at all severe the patient must be 
guarded against injury to the limbs. The jiatient should be on' a soft 
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mattress, and any adjacent hard structure carefully padded; prominent 
parts, like 'the 61bows and knees, may be enveloped in cotton wool. » 
When the spasms are so severe as to throw thij^ patient out of bed,-a 
mattress should be placed on the floor in the corner of the room, and the 
adjacent wall xmddcd with cushions or mattresses. If there he the 
slightest tendency to bedsore a water-bed should be ‘provided, t 

Of no less importance than mental and phj-sical rest is an abundant 
supply of nutritious and easily digested food. Where the spasms of 
the head and neck arc severe, feeding may be attended Avith great 
difficulty, and it may bo only possible to administer liquids, and these, 
])erhaps, only by a feeding-bottle. The nutrition of the muscles may bo 
improved by massage—a measure which cannot be employed Avhere the 
spasms are severe, but which is useful in milder cases, grtJ especially in the 
paralytic forms of chorea. 

Owing to the liability to bedsores scrupulous cleanliness must be 
observed, especially in those patients who pass their evacuations in the 
bed; there is commonly so much mental ajKithy in these cases that the 
patient may bo unaware of mishaps, the early detection of which must 
depend upon the nurse’s watchfulness. 

When the movements are not too violent, warm baths do good jyid 
are grateful to the pitients; care must, of course, be taken to prevent 
any injury by self-inflicted blows. Though satisfactory results have been 
obtained by the method of producing diaphoresis by antimonial wine, 
supplemented by the hot air bath, it is not a meiisurc to be recommended 
ill the majority of cases of chorea, in which the degree of debility docs 
not admit of further depressing influences. In the severer forms of 
chorea attended Avith high temperature the cold jiack is useful; or the 
cold bath may bo substituted where the spasmodic movements do not 
prevent this. 

Two classes of drugs are chiefly useful in the treatment of chorea— 
tonics and sedatives. Of the former class arsenic has' a deserA'edly high 
reputation. The general condition of the patient much imprOA'es under 
its use; and, Avhether the drug have any poAver of controlling the spasms 
directly or not, wo may surmise that it improve^ the nutrition of the 
neuron. Whatever be the true explanation of its action, the fact remains 
that a large number of cases of chorea do well under its use. The drug 
is usually given by the mouth, in gradually increasing doses, after meals; 
throe to five minimsrof liquor arsenicalis may be given three times a day 
as an initial dose, and the amount increased by one or tAvo minims every ' 
third or fourth day until a dose of fiftciyi minims three times a day is 
reached, or until the stomach becomes intolerant of the remedy. Owing 
to the great intolerance of the stomach in some cases, the use of arsenic 
subcutaneously has been recommended by Euleuburg, Hanvmond, \Weder- 
hofer, and others—a procedure which is feasible in the treatment of 
adults, but A-hich is attended Avith obvious draAvbacks in the treatment 
of children. An advantage claimed for the mCLhod is that ipuch larger 
doses can be given Avithout the intolerance Avhich appears when similar 



CHOREA 


857 


doses are given by the stomach: iiuleetl the administration ot tlie di ng 
subcutaneously is sometimes continued by subcutaneous injection after 
the gastro-intestinal trjict has become intolerant. It must be romeinliLM cd, 
however, that such large doses of arsenic as these cannot be gi\en 
with impunity ; for an attack of peripheral neuritis may lie the con¬ 
sequence, the treatment thus substituting one disease for another, a stat«‘ 
of things hardly to be Hesired. A much less important cfl'ect of the 
arsenical treatment Avhich sometime* occurs is pigmentation of the skin, 
an appearance apt to bo attributed to an insnIHeient use of soap and 
water. 

In anaemic subjects of chorcjv iron may be .advantageously eonibnied 
with arsenic, and* if arsenic has to be suspended from any cause, it is a 
useful substitute.* *In weakly children the syruji of the jdiosphatc of 
iron, or some similar preparation, alone or in conjunction with cod-liver 
oil, is of advantage. Phosphate of lime, cod-liver oil, jircjiarations of 
malt, and the like, are all of value as adjuvants or tciniiorary substitutes 
during a course of treatment by arsenic or some other iier\ine Ionic. 

Zinc, in the form of either the sul]»hato or oxide, was fornu:rly niucli 
used, the dose being gradually increased up to twenty grains. ^ i he 
vi^erianate has also been employed, and of late the bromo-valerianate 
has been recommended. 

No good comes of the use of strychnine in the earlier stages or in the 
acuter manifestations of chorea; but in chronic cases, es|)ecially where 
motor paresis is prominent and the spasmodic movements absent or 
slight, this drug is often of distinct service. ^ ... r 

Good results have been obtained by 11. C. \\ ood with large doses of 
quinine; a mode of treatment which has found favour more esiieeially 
with many American physicians. In cases wheic theic is .i jicisona 
or family history of rheumatism, salicylate of soda may be given with 
advantage in the earlier stages of the attack. Antipyrin. in .h.ses 
gradually increased up to two drachms in the twenty-four •''Jj'js. 
had a rctmtation in chorea since 'Walncr’s paper ajipcared in 1 <■ 

chief use is during the acute stage, and even children tolerate it tor 
weeks. Apart from the more usual signs of intolerance of the remedy, 
the appearance of albumin in the urine must be watched for and if it 
occur the use of the drug must bo discontinued. Kxalgiii, analgeiic, and 
asaprol have been similarly employed; Moiicorvo being prominent 
among the nhysicians who have advoeated the iise^of these drugs and 
tof •antipyiin in chorea. Physostigma has its advocates, and there are 
those who have had recourse to»the use of curara in certain chronic cases; 
in view, however, of the dangers which attend its use, the latter drug is 

(Ji the sedative class of drugs chloral has been found the nwjst ; 

and good results from its use have been recorded, more especially by'^ir 
William Gairdner and Dr. Charlton Bastiaii. Ihc patiint is kept 
continuously under the* influence of the remedy, the object bjiing to 
obtain arrest of the sjasmodic movements by jirolongod sleep. A care- 



8s8 j SYSTEM OP MEDICINE 

ful watch must be kept on such patients, and the drug suspended in the 
event of serious hardiac depression or gastric irritation. It is only in 
the severer and less tractable forms of chorea that^this plan of treatment 
is to be tried, for it must be admitted that while undoubted good 
appears to result in some cases, in others the natural course of the 
disease does not appear to bo shortened by it; in o'chers again^ though 
the spasms cease or become greatly reduced during the use of the drug, 
they return with all their former vigour when the treatment is discon¬ 
tinued. Moreover, such patients may bo mentally deranged for a 
variable length of time after the use of the remedy. 

The bromides arc of little use except in combination with chloral, 
when they may avert the headache induced by the latter drug, though 
good results have been credited to them in chorea« gravidarum. Sul- 
phonal, paraldehyde, and chlorolose have each been employed in the 
manner recommended for chloral. Bourncville and Katz allege a rapid 
cure with bromide of camphor given in capsules of 20 centigrammes. 
Few are bold enough to adopt Jaccoud’s plan of giving largo doses of 
opium to attain the same end in young children; indeed, morphia as a 
sedative in chorea is less potent than chloral, and may increase any 
mental excitement which is present. 

Hyoscyamin has been employed j and subcutaneous injections of the 
hydrochlorate of hyoscin have been useful in severe cases. Cimicifuga, 
cannabis indica, conium, and similar di'ugs have had their advocates, 
though most of them are of doubtful value. 

Counter-irritations to the spine, freezing the skin, and similar 
measures, are not to bo recommended. 

Electrical treatment has' not been attended with any success in 
chorea, though it has been tried in all its forms. In the later stages of 
the parotic forms of the disease, however, some good may result from the 
use of mild galvanic currents to the affected limbs. Similarly, massage 
is of value in the later stages of chronic cases, a time when carefully 
planned exercises are also of great value in re-educating the patient in 
the performance of voluntary movements with precision, and in the 
proper power, rate and adjustment of movements.. The patiept may bo 
directed to touch a certain point with the linger or toe, to make traction 
with the limb against various degrees of elastic resistance, or to touch 
different points with the finger or toe a varying number of times in 
equal intervals. Besides this the patient may be taugljt to imitate 
various simple exercises, and to practise the same before a glfjss, wboiS’ 
defects are more readily detected, and the influence of the will is 
brought more and more to bear on the movements. In the performance 
of all these exercises care must be taken not to fatigue the patient, 
ll^pose should be encouraged in the intervals between thoaexerciscs. 

“Passive movements also serve a useful purpose; for, in addition to 
their effect di the muscles, after a movement has been performed in this 
way several times it can be performed voluntarily with greater vigour 
and rapidity. 
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Hydropathic treatment is also of value in chronic cases where a tonic 
effect is desired, baths and douches being both usefuf. Sulphur baths 
also have yielded goo(i results. 


Chronic Pkooressive Chorea 

Syn.— Chronic mlult rJuirea ; Ilen^ifary rhorea ; Jluntiinjton’s chorea : 

Senile chorea. 

This form of chorea manifests itself in adults after the middle 
period of life, and has a chronic course which is persistent and progres¬ 
sive. Some autlfovs have regarded “ Senile chorea ” as distinct from 
“ Hereditary ” or “ Himtington’s chorea,” as in the former groiij) of cases 
there is no hereditary history; others have contended that they arc 
one and the same affection, the negative family history being an in¬ 
sufficient reason for separating maladies which in all other respects are 
identical. Many of the isolated cases of senile chorea conform so closely 
in their manifestations to those of the hereditary form, that they cannot 
r^sonably he placed in a (liffercnt category ; hut some of them differ 
from the hereditary form not only in the absence of any family 
tendency, but also in their benign course, in the absence of any mental 
affection, and in their course to recovery, all of which points, as wo shall 
presently see, are foreign to hereditary chorea. 

Hereditary chorea. —Though Huntington, in a paper published 
in 1872, was the first to give a comprehensive iloscription of the 
affection which bears his name, there is evidence that the affection was 
known to American physicians at least thirty years before. Moreover, 
Huntington’s fat|ier and grandfather had both been familiar with the 
disease and its characters during a period extending over seventy-eight 
years. Since Huntington described the affection, instances of its 
occurrence in this country, in Germany, and in Franco have been 
recorded., • 

Causation.—The most prominent etiological factors are the liaViility 
for several members of the same family to become affected, and the 
frequency of direct hereditary transmission. Kcmak instances a family 
in which nii^teen members were affected; and Lannois one in which 
*th%re wci» seventeen such cases; while the disease has been known to 
be transmitted through as many as four generations. It does not 
appear to be more commonly transmitted through one sex than through 
the other; and a marked feature in the transmission is that if one 
genefation escape, subsequent ones remain free from the disease; ,it 
does not skip a generation or more and then reappear. In sdme 
families the proportion of men affected have been in tAccess of the 
women; Hut, as a rule,* the two sexes are equally liable to the disease. 
The symptoms usually manifest themselves between the ages or thirty 
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and forty ; but instances have been recorded in which the disease began 
before this, in a case recorded by Hoffmann in early adolescence. No 
immediate cause can, as a rule, be detected, though in some cases moral 
emotions have appeared to act in this way. Neither rheumatism, the 
infectious fevers, nor pregnancy play any part in the etiology of the 
disease. • 

Morbid anatomy. —Nothing pathognomonic has been found, though 
the careful investigations that haws been made by several observers 
—notably by Kronthal and Kalisher, Opponheim and Hoppe, Dana, 
Clarke, and Collins—have proved the existence of definite morbid 
changes. In a good many of the cases the dura mater has been found 
in a condition of chronic pachymeningitis, with or without haematoma; 
but in one examined by Berkeley there was atrophy* of this membrane. 
Nearly all the cases have presented evidences of a* chronic jn'a arachnitis, 
with a varying degree of adhesion of the pia mater to the surface of the 
cerebral cortex. The most common changes met with in the brain itself 
have been either characteristic of a jrrimary degeneration of the neurons, 
or of a chronic encephalitis. Macroscopically, atrophy of the convolu¬ 
tions, widening and deepening of the sulci, and compensatory external 
hydrocephalus have been found. Incre<a8ed density of the cereb»al 
substance, with thickening of neuroglia, has been described by some, 
while Collins found a cidbriform appearance of the brain in his case. 
Small foci of softening with vacuolation of nerve-cells has been met with; 
but the most frecpient changes, according to certain observei's, consist in 
disseminated foci of round cells in the cortex and subcortical white 
matter; a regular diffuse encephalitis, according to Oppenheim and 
Hoppe. Lannois and Paviot have found similar interstitial ijifiltration 
most marked about the large pyramidal cells in the central convolutions ; 
atrophy of the small round colls between the first and second cortical 
layers was found by Opjjenheim and IIoppc, and h^enzics found the 
nerve-cells of all the layers degenerated. In several of the cases 
examined the walls of the cerebral vessels were thickened. Kronthal 
and Kalischer concluded that the change in the cerebral cortex consists 
essentially in disease of the blood-vessels, which not nncommt'iily leads 
to i»rolifcration of nuclei, punctate hajmorrhages, and hyj>erplasia of glia 
and interstitial tissue, while the nerve elements themselves are but little 
affected. On the other hand, the findings of Dana, Clarke, and Collins 
respectively show the essential change to be a degeneration of the 
ganglion colls of the cerebral cortex; the last-named observer found the* 
large pyramidal and polymorphous celts most affected. In Collins’s 
case the changes, though widespread, were most pronounced in the 
Ilolandic region. The pericellular and perivascular siwces were enlarged, 
ai^d consecutive and secondary changes were seen in the interltitial 
tisSfie and vascular system. Diffuse degeneration of the pyramidal tracts 
was met with in the pons and medulla by Kronthal and Kalisher, who 
also found a similar change in the antcro-latera*!l columns of rthe spinal 
cord, in which region 0])peiihoim and Hoppe, and Lannois and Paviot 
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found diffuse sclerosis also. Collins in his patient found slight degenera¬ 
tion of the crossed pyramidal tracts in the spinal cord.* • 

Some of the casc^ in which morbid changes have been described 
probably belong to the class of cases of senile choreii in which there is 
no known heredity ;‘others perhaps should be relegated to the class of 
athetoic4 spasms, nfttably instances in which haiuiatoma of the dura or 
other gross changes ha^c been found; but many of the cases were 
genuine instances of hereditary chotea. 

Patholog'y. The pathology of the disease is obscure. The histo¬ 
logical changes met with by certain observers point clearly, as we 
have seen, to a parenchymatous degeneration, in which the neurons 
suiter primarily, * and in which any interstitial change is secondary; 
l)Ut others have* found appearances which suggest that a vascular 
and interstitial change is the basis of the morbid condition. The 
former of these views has certainly most to recommend it in the 
present state of our knowledge of the sjibject; but none of the changes 
can be regarded as specific. We know little of the nature of the 
hereditJiry influence which is so prominent an clement in its etiology, 
though that it depends on some pre-natal factors there can be little 
q^iestion. We arc no more fortunate in our knowledge of what 
determines the manifestations of the disease at the particular time of 
life when these most commonly first show themselves. According to 
Dana, and Lanuois, and Paviot, the defect is to be found in teratology— 
a hereditary malformation. The latter observers locate this abnormality 
in the interstitial tissue, while Grcppiii believes that certain epithelioid 
cells remain embryonic, and, later in life, form the starting-point of the 
disease. Dana regards the pyramidal cells themselves as possessed of 
a hereditary taint, there being less power of resistance to excitations. 
Collins, on the other hand, considers that the ganglion cells are genetically 
wanting in power to survive as long under the same environment as 
the ordinary ganglion cell. 

Symptoms.—The onset is as a rule gradual, though instances of 
sudden onset on emotion have been met with. The motor disturbances 
are usualjy the first ^o manifest themselves, and may consist cither in 
irregular movements, first noticed in the face or arm, or in the unsteady 
gait. Symptoms indicative of mental derangement have rarely pre¬ 
ceded the motor manifestations of the disease. 

The spasmodic movements resemble those «f ordinary juvenile 
* chorea ip being involuntary, irregular, and without rhythm; but they 
differ in being much slower,! and, in some cases according to Osier, 
incoordination may be the chief evidence of derangement of the motor 
processes. In the earlier stages, so slight arc the muscular contrac- 
tiortS, there aiay be little or no resulting movement of the limbs; but 
when the disease is more advanced the spasmodic movements otcur 
both during rest and during some voluntary act; they^re increased 
by emotipn, they are* lessened by repose. Sometimes they may be 
arrested voluntarily; but this only results in the earlier stages, when 
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the will retains a limited and temporary influence. Sometimes the 
involuntary»movfement is arrested by the substitution of a voluntary 
effort. The spasmodic movements cannot be, arrested voluntarily 
when the disease is fully manifested; the parts are then in constant 
agitation, and the movements are suspended only during sleep. 

No part is exempt from the spasmodic movefncnts: the ocular 
muscles have been implicated, causing rolling movements of the globes; 
grimaces arc caused by slow contractions of the facial muscles; con¬ 
tortions of the tongue occur; and in consequence of the spasms 
the act of deglutition may bo difficult. Speech is affected chiefly 
because of the disordered movements of the tongue. At first it is 
slow and halting, later the words are pronounced very indistinctly; 
moreover, the speech may be interrupted by inspiratdVy or expiratory 
sounds, the result of laryngeal spasms. The iriogular movements of 
the upper limbs cause characteristic alterations in the handwriting ; and 
as the disease progresses it becomes impossible for the patient to write 
at all. The attitude and the swaying of the trunk, especially when 
the patient is walking, resemble closely those of a drunken person. 
This is very characteristic when fully manifest; the patient may not only 
sway from side to side, but may lurch more abruptly in one direction, 
pulling himself up in time before actually falling. Finally, walking be¬ 
comes altogether impossible, but this result may be delayed for many 
years. 

Muscular power is not diminished until the disease is well 
advanced. In exceptional cases the muscles are said to waste; but 
no qualitative alterations in the electrical reactions have been recorded. 

There is no defect of general sensibility, and the special senses also 
escape. The tendon jerks are usually increased. There is no affection 
of the sphincters. 

One of the most striking features of the disease is the pro¬ 
gressive mental deterioration. At first the patient may be depressed 
or irritable, memory fails, and the intellectual faculties become blunted. 
Associated with these manifestations of mental change is a strong 
tendency to suicide, which, however, ceases in the phase, of /jomplete 
dementia. There may be periods of excitement during the otherwise 
progressive course of the dementia, and there may be hallucinations at 
such times. 

The symptoms persist until death, an event which mqy not occur 
for even thirty years after the first manifestations of the disease j it Is ' 
preceded by marked cachexia in association with the dementia. 

Therapeutical measures arc powerless to alter the inevitably fatal 
course of the disease. 

t 

Sknile (ktOKEA. —This form of chorea occurs in old age, or earlier 
in the prematurely degenerate j it is not so rafe in this country as is 
the hereditary form. It differs from juvenile chorea in that it is in no 
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way related to rheumatism and endocarditis; any cardiac lesions met 
with being purely of a degenerative kind. From Huhtington’s chorea 
it IS distinguisned by^tho absence of family proclivity, by the frequent 
absence of mental change, and by the occiisional termination in 
recovery. • 

Son»o difference of opinion, however, exists among authors in respect 
of these distinetions. Charcot, Huet, and, more recently, Fiir*', have 
regarded the chronic adult forms* of chorea as differing from chorea 
minor only in their substratum; others again regard the isolated cases 
of senile ehorea as identical with the hereditary form. Osier, for 
instance, who is an advocate of the latter view, regards hcreditv, as in 
Friedreich’s ataxy, as only one and an inconstant feature of thc chronic 
progressive choreas,. 

Causation.—The manifestations of the disc.ase have been known to 
begin at all ages between fifty-five and eighty ; rarely before this time 
of life. Men and women are both liable to be attacked, the former 
in greater proportion than in the juvenile form. A family history 
of other neurotic affections is sometimes to bo obtained. Shock or 
anxiety has acted as an incidental cause in some c.-ises, but in many no 
sych influenec can be traced. 

Morbid anatomy and pathology.—Such changes as have been met 
with after death are similar to those described in hereditiiry choroji. 
Here, too, some of the changes may possibly be secondary to the chronic 
over-action of the nerve elements; imlccd, whether primary or secondary, 
we know nothing of the w.ay in which they arc brought about. 

Symptoms.—Little need be said of irregular sjmsmodic move¬ 
ments which resemble those of other kinds of choreii. The u]>]>er 
limbs are usually more affected than the lower, and articulation may be 
greatly interfered with by the spasms of the muscles of the face and 
tongue. A certain degree of muscular enfecblcment may be present. 
Kmotion increases the spasms, sleep generally su.spends them ; they may 
continue over long periods of years until the {mtient’s death without 
appearing to shorten life ; in exceptional instancc.s, indeed, patients have 
recovcre4 after a few* months or years. 

Treatment.—The few patients that have recovered were treated 
by the usual drugs of recognised value in juvenile chorea, notably 
arsenic. Sedatives must be jmliciously cmi)loyed to give temj)orary 
rest from tjje incessant movements, especially in 4;ascs in which slcc]) 

' is* prevented by them. 


Congenital chorea. —There are two different conditions to which 
the Aame congenital chorea has been aiiplicd : in the one the choreiform 
movements occur in association with rigidity and exaggeration of H^ie 
tendon jerks, in the other there is no such rigidity. 

Four ^ases of the flaccid variety have been collected by Ballet, one 
of which came under his own observation. Males and females are 
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equally liable to be affected, and no circumstances attending the delivery 
of such chi'drerf throw any light on the causation. The spasmodic 
movements begin a few days after birth. In jBallet’s case the face 
and upper limbs were affected first. The spasms are irregular and 
arrhythmical, of considerable range, are made kvorse by voluntary 
movements or emotion, and are suspended in sleep. ' No cardiac lesions 
are present. '• 

Though the subjects of this fornh of congenital chorea are not idiots, 
they are slow and backward, their intellectual development being below 
the normal standard. The course of the affection is chronic, and the 
movements persist in spite of treatment. 

This variety is regarded as belonging to the same category as the 
hereditary chorea of Huntington. 

In the cases in which the choreiform movements were associated 
with rigidity and an exaggerated state of the tendon jerks, labour was 
difficult and premature, and the children were idiots; there seems little 
doubt, therefore, that these cases belong to the group of cerebral 
diplegias, and that the involuntary movements should be regarded 
as a form of athetosis rather than as a variety of chorea. 


Electric chorea.— The name “ electric chorea ” has been applied 
to various and widely different conditions, but is best reserved for an 
affection known also as “ Dubini’s disease,” as this physician first described 
the condition, in 1846. 

The other conditions to which the name “ electric chorea ” has been 
applied are certain cases of ordinary chorea, in which the spasmodic 
movements arc more sudden than usual; cases of hysterical chorea 
with shock - like movements; and an affection which resembles 
hysterical chorea, and in which rhythmical spasms involve the neck 
muscles more especially. This “ electric chorea ” of Bergeron is a 
benign afiectiou which rapidly ends in recovery. 

Causation.—“ Dubini’s disease ” occurs most commonly in Lombardy 
and neighbouring parts of Italy, and appears tev bo due to ,an acute 
infection. Its occurrence in certain localities has suggested that it is 
related in some way to the malarial poison j but the affection is rare 
even in those parts, and in many other malarial districts it is unknown. 
Males and females iH’e both liable to be attacked, and it ,pccurs at ail 
ages. „ ‘ 

Morbid anatomy.—No constant changes have been met with in the 
central nervous system, but the meninges and spinal cord have frequently 
been found congested. 

Pathology.—There is much in the clinical manifestations of the 
disease to suggest an acute infection. That the toxic agent first 
attacks the ifOurons of the cerebral cortex is suggested by the frequent 
unilateral commencement of the spasms, and b^ the occurren<;e of con- 
vulsionS; but that the neurons of the anterior horns of the spinal cord 
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eventually become affected seems certain from the lynscnlar atrophy 
which supervenes; however we have no anatomical evidenci?' in su])port 
of either conjecture. 

Symptoms. —The disease is ushered in by pains in the neck and 
back; the temperatiife is raised in proportion to the degree of acuteness 
of the case, and may be raised throughout the course of the affection. 
Si»asmodic movoments octur as one of the earliest manifestations ; one 
of the upper limbs is affected first,'the movements beginning either in 
the upjter part of the arm or in the fingers. Ne.vt., the sjtasins most 
commonly affect the nmscles of the leg of the same side, before 
becoming generalised. The muscular contractions tliller from those 
which occur in »rdiiiary chorea by being sudden and shock - like, 
exactly like thosh sevoked by momentary electrical excitations. In 
addition to these movements epileptiform convulsions occur in a good 
nianv of the cases, and are sometimes restricted to one side of the body. 
Palsies may follow such attacks; but, ai)art from this, in ])alients who 
survive for some months, the limbs become feeble, in the order in which 
they were afi'ecteil by the shock-like sjtasms, the paresis in the end 
becoming general. The muscles waste and no longer respond to faradism. 

, The disease pursues a progressive course to a fatal termination, which 
is ustiallv ])ostponed for several months, but may take jilaee after but. 
a few days’ illne.ss. Death may follow an eiiilcptiform convulsion, or 
there may be a gradually deepening coma. 

Treatment does not aiipear to be capable of altering the progressive 
course of the disotise, or of averting death. 

.1. S. ItlSlKN liUSSKI.I,. 
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THE TICS 

History.—Thanks to the French school, especially to Charcot and his 
pupils Cillcs dc la Tourette and Guinon, more or less order has been 
.substituted for chaos in the large group of affections of the iierv“ous 
system characterised by muscular spasms. To the Salpetriere school is 
maiidy due the credit of separating the various forms of tic from the 
choreas, and that it is difficult to over-estimate the importance of such a 
discrimination may be judged from the wonls of Charcot on this subject; 
“ Kntrc le tic et la choree il y a un abtme ” ; and again, “ Sans doutc, 
nosographiquement, les tics et la choree representent bicn, comme je 
vous I’ai dit, deux affections radicalement distinctes.” 

The wortl “tic” means a “jerk” or “twitch,” and admirably de¬ 
scribes the form of motor disturbance met with in the group of cases to 
which the French have applied the term. This nomericlature is, however, 
not without its drawRicks, for, both in this country and in America, the 
term “ tic” has been applied to the condition otherwise known as facial spasm 
(“tic non-douloureux”), or to facial neuralgia (“j^c douloureux”); while 
the conditions to which the French now apply the term arc wliat we have 
been in the habit of designating “ habit-spasm,” “ habit-chorciv,” and so on. 

The classificjition of the tics now in vogue among French writers has 
been well set forth ^ by Noir, and is as follow's :— 

1. Simple tk .—This is essentially the condition to Avhicji the terra 
“ habit-spasm ” has been applied by Sir, William Gowers, and which Dr. 
Weir Mitchell designates “ habit-choresx.” The latter name is singularly 
inappropriate, as the movements of this form of tic do not in the least 
resemble the movements of chorea; and the former appellation^ while 
lijjving more to justify it in that some cases of the affection do appear to 
arise out o^ia trick or habit, is by no means strictly applicable to all csxses 
of simple tic, seeing that many can in no way ho ascribed to ,any trick or 
habit*which has subsequently become automjvtic. 
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2 . Cmivulsive tic or Maladic dex conviddfx is an iilVcction in which, 
•in addition to the motor disturlmnces which characterise the simple tic or 

so'-Ciilled habit spasm, explosive utterances and imperative ideas form a 
prominent part of the^ clinical pictui’e. In Franco this vaiiety of tic is 
commonly spoken of^as Gillcs de la Tonretto’s disease, as this physician 
has madcf it the subject of much careful study. In some of its aspects this 
condition is so similar to Ihe malady known in America as the jumpiii}' 
disease of Maine, among the Malays'*as labdi {ride art. “liiitah” in vol. 
viii.), and in Siberia as myriachit, that in all probability the atlectioiis 
belong to the same category, or are even identical. 

3 . Co-ordiiuited tics or I’irx nm-doniii’rx ditler from the simjile tics in the 
character of the mc^ement, which, instead of being a siinjde jerk or twitch, 
consists in some comjfilex movement in every way similar to those which 
we execute in the ordiiislry routine of life : the only dillei ence being that 
the particular act is repeated time after time without obvious reason. 'I'o 
Xoir is due the credit of an iMlmirable descri])tion of this variety of tic. 

4. Pxyrkiced tie or Tie lyxyrhiiiiir is essentially of the same nature as a 
motor tic, the spasmodic movement being rejilaced by its psychical 
equivalent—an imperative idea ; or, as Gharcot exjnessed it, “ 11 y a des 
tie.ckdans la pensee comme dans le corps.” 

Simple tic. —Syn. : “ ILdid-siitixm” “ Jluhit-rhorcti.” —In simple tic 
sjiasmodic movements occur w'hich seem voluntary, but are pisrformeil 
with lightning-like rapidity, and are beyond the control of the will. 
'I'he condition has been regardeil as a form of chorea by \\c;ir Mitchell, 
whose view is based on the fact that children arc usually aflected ; that it 
is associated, as a rule, with a lowered state of healtli, irritability, and 
nervousness; that sometimes habit-spjisin lapses into chorea; and, lastly, 
that the remedies which arc the most ettectual in treatment of this con¬ 
dition are those which have been found of greatest value* in the treatment 
of chorea. 

Plausible as these arguments may appear, ami while, indeed, it must 
be fully admitted that in some instances it may be diflicult to be certain 
whether th» case be oiib of chorea minor or simple tic, there can be no 
•jucstion that the two conditions arc entirely distinct, and that between 
them there is an immeasurable space. Most modern writeis who have 
given attention to the subject have come to regard this two afbietioiis as 
distinct, and e»en Sinkler, who supjiorts Weir Mitchell’s view that habit- 
simsra is a fbrm of chorea, has to admit that there arc cases of the kiml 
to which the term habit-spasm is*correctly apidied, and which are to be 

classed with the diftcrent forms of tic. i u 1 

Causation.— Hercditi/. —Direct heredity can rarely be traced, though 
Sir Wiftiam Goflrers mentions a case in which a father, the subject <<1 
habit-spasm of the face, with which he was aflcctcd throughout his life, 
had two children who became similarly affected ; but here imitation may 
have been olierative. Sinkler refers to a case in a boy, two ot ^hosc 
mints had suffered from a form of habit-spasm. Commonly, however. 
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other neuroses are present in parents and relations, and more than one 
child in a family may be afl'ected. ' 

Sftr.—Females were formerly supposed to be more commonly aflFccti'd 
than males, but sex appears to exert no influence on the frequency of the 
affection. ^ 

—The malady is chiefly met with in childhood, most coiiimoiily in 
the second hemi-decade ; but a large number of cases also occur during the 
third hemi-decade, and nctirly 80 pe^'cent of all cases begin between the agcn 
of five and fifteen years. Instances of its beginning at the age of one yeai 
have been recorded j on the other hand, it may be postponed until adult 
life, though Sinkler met with no ctisc beginning after the age of thirty-seven. 

Habit. —In many cases the condition originates in some trick or habit 
so often repeated that it ultimately gets beyond th6 voluntary control of 
the individual. In some cases the trick is ac(iuired without obvious 
reason, while in others the spasm originates in some cause inducing cither 
voluntary or reflex movements. Such spasmodic movements may, how¬ 
ever, persist after the exciting cause has been removed; thus a con¬ 
junctivitis may be responsible for blinking of the lids, which movements 
persist after the conjunctival affection has ceased. 

Imitation .—Probably some cases owe their origin to imitation,«not 
necessarily a direct imitiitioii, but rather an irresistible tendency to 
give vent to pent-up feelings of unrest engendered by the witnessing of 
similar movements in another. 

Hmered yenmil health .—A state of lowered health, variously induced, 
as by previous acute illness, overwork, grooving too fast, and the like, 
commonly precedes the onset of the affection; ana'mi.a, again, may jilay a 
part, though its occurrence does not seem to be so common as in chorea. 
On the other hand, it may be that without any obvious impairment of 
general health, influences have been at work which h.ave had a depressing 
effect on the nervous .system, such as shock from .■>,11 injury or fright, 
mental overwork, and so on. As in chorea, so in tic, there are cases 
which apjiear to be school-made. 

Hejlex in-it(itio 7 i. —Conjunctivitis causing blepharospasm has already 
been mentioned. Obstructive diseases of the nosfe, iuclud'ng adenoids and 
the like, arc commonly present, and occasion sniffing movements of the 
face, which, voluntary at first, subsequently become automatic. Or the 
sotirce of irritation may bo remote from the seat of spasm; no more 
potent cause of this kind is to be found in boys than masturbation. 

Optieal defects .—Though deserving of separate consideration, there'is 
no essential difference between these conditions and those that have just 
been considered. Of forty-nine cases of Sinklcr’s series, which were 
examined by Pe Schweinitz and Thomson, eiTors of refraction were 
‘‘^und in forty-one of the patients ; in two there was conjfinctivitis, and in 
six there ■^ere defects in ocular balance. 

Season. —No relationship between simple ti9 and sefison is known ; the 
cases* appear to be distributed in about equal proportions over the 
different periods of the year. 
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nchition to i>i/(lenhun> ^ iliomi .—(.’uses of simple tic have followed 
chorea, and the former condition has been said to lapse iiAo tha latter. In 
Sinklers scries of 113 ^cases simple tic and Sydenham’s chorea coexisted 
ill two patients, while in nine the latter condition preceded the former. 

Symptoms. Thif spasmodic movements in tic are characterised l»y the 
suddenness and li^tning-like rajhdity with which they arc executed. 
The form which the movement takes varies not onlv in ditl'erent persons, 
but also in the same person, so thni. two or more kinds of movements 
may be prone to occur, now one and then another manifesting itself : or 
again a certain movement may exist alone for a considerable time, wlu*n 
another is added, or it replaces that which iircviou.sly existed. 'I’he 
interv'al which separates the succeeding movements varies considerably ; 
usually a few mitrtiVis elapse, but at other times the moi ements follow 
each other in such i|uiok succession as to become almost incessant. 

The distribution of the sjiasms, also, is subject to considerable \ariation ; 
but the face is the part most commonly afl'ected, and here blinking 
movements of the eyelids are more frequent than any other form of 
spasm; another common movement is that of alternate ehuation and 
lowering of the eyebrows. Contraction of the zygomatie muscles, with 
dijiwing of the angle of the mouth to one side and then to the other, is 
also of frequent occurrence. Sudden jerkings of the head are common ; 
the head is in consequence disjilaccd backw.ards, forw;ird.s, or laterally, or 
the movement may be one of rotation. 'I'he platysma is not uiicoininoiily 
involved in the .spi.sm, either alone or ivith other niu.scles of the neck. 
The upper limbs are also freiiuently atlected ; the most usual moveinmit 
is shrugging of the shoulder.s, but, in other instjinees, various other 
rapid movements may be met with, such as Ilexion or extension of 
diftercnt joints, or rotation of the whole limb. Spasmodic nioveinents 
of the lower limbs are very much less commonly ol'>s<!rved, though 
sudden extension xvith stamping of this feet ami tin; like may occur; or 
sudden flexion ot the leg or thigh at irregular intervals during j»ro- 
gression, constituting xvhat has been s])oken of as “Springhalt tic.’’ 

Afl’ection of the muscles of resjiiration is coninir)n, and not only 
is the rhythm of resjiiration thus deranged, but. various grunts and 
other similar sounds are emitted ; these may be laryngeal in character 
and of varying intensity, or like a sob or siiiH’. Any of these sounds 
may be freiptently repeated, and ma}' be as.sociatcd with some disonlere<l 
movement of, the face, trunk, or limb.s. Another tuoublcsome .symptom 
♦s eough, yhieh may be hacking or very loud and oft repeat(‘.d. 

According to Dr. Osier, case* in which thei'c is a suelden start, duo to 
a general spasm which jiasscs through the mu.seles of the trunk and 
limbs with clectric-likc rapidity, may be conveniently iiicluiled as a 
geneiAlised ■ foam of simple tic with the cases we arc now considering. 
The spasm is almost instantivneous, yiassing off with great rajiidity, to'be 
repeated in similar fashion from time to time. It is to t'lffs variety of 
tic that IJenoch has unfortunately applied the name (dectric chorea. 
The name is unfortunate for txvo reasons: the condition is imt a form 
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of chorea at all, but belongs to the family of‘tics; moreover, it has been 
given to a totally distinct affection met with in Lombardy, and known as 
Dubini’s discfisc (p. 864). ^ 

The movements in habit spasm are increased by any excitement, 
especially under observation, though the effort to Voncentrate attention 
during medical examination may lessen the frequency' of the spasms; an 
inhibition which never occurs in choreju An‘effort of the v'ill may or 
may not control the spiisms, .and sometimes the patient is able to resist 
the impulse to perform some act for a time ; though in the end he is 
obliged to yield, as it were to an imperative mandate. The movements 
always cease during sleep. 

The spasms are usually much more limited in range than is common 
in ordinary chorea; but when they continue for a long time they niay 
spread, so as to involve several groups of muscler. As a rule the habit 
movements ce;ise after a time : or again they sometimes persist to be a 
source of great annoyance in adult life. 

Prognosis.—Among the chief of the several factors which influence 
prognosis is duration ; the longer the tic has persisted the more difficult 
it becomes to alter the tendency to iiivoluiit<ary action which the motor 
neurons have acquired, [lai ticularly if the jiaticnt be an adult. On ^he 
other hand, if attended to eiirly, more esf)ecially if the j^ntient be a 
child, the sjiiisms may be corrected ; and the cure thus bi-ought about 
may be ])crniancnt. Anothci' important clement in prognosis is the age 
•at which the manifestations first occur, for, according to Sir A\'illiam 
(lowers, when it begins late in life the affection is generally permanent. 
It must be remembered furthci' that not only may the condition be 
permanent in any given case, but also that the range of its influence iiiaj' 
be so increased that ultimately many more groujis of muscles m:vy 
become affected than those originally concerned. 

Treatment.—It is of primaiy imjiortancc that eviuy case of the kind 
should be carefully investigated with a view to ascertain ;iny cause for 
the condition, and to remove or counteract its influence. Yet, even when 
detected, the removal of the cause will not, as a rule, alone suffice to 
restore trampiillity'^ to the motor neurons at fault, sfifficient as i]i may have 
been to induce the morbid state in the first instance. A ^ ieious habit of 
the nerve-centres is easily aojuired, but difficult to break, more especially 
when of long duration ; so that we have not only to remove the cause, 
but also to adopt measures to restore stability to the npjtor neurons. 
Thus it is not only nocess.aiy to treat the condition of the nose^ or coiiect 
the error of refraction, as the case maytbc, but also to employ me<asures 
to build up the system generally, and thus secondarily to attempt to 
improve the nutrition of the motor neurons. 

In the majority of cases, indeed, the general health is. impaircti, and 
tnfci’e may be, jis we have already seen, a ccrtjvin degree of anaemia. 
Improved hygienic surroundings, fresh air, or change of air, together with 
good food and tunics, arc called for. All chalyffcates .are of vflue, but no 
drug c.xerts so great an influence over the disorder as .arsenic, gi\ en in 
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gradually increasing doses until its toxic eftocts become manifest. Cases 
which do not yield to the drug when administered b^' the»month may, 
nevertheless, do so wj^en it is given sii))cutaneonsly, as was first pointed 
out a good man}’ years .ago by ^\’eir Mitchell. Strychnine is also of 
advanfcige, as a sul]*titnto for the arsenic, from time to time. In the 
more aggrav.atcd fdl'ras of the affection a sedative line of medicinal treat¬ 
ment may bo called foi^ in which case some form of bromide shouUl be 
given contemporaneously with nerv» tonics. 

The drugs that proved of most acUantage in Hammonds hands are 
coniuni and atropine, and he has recoi'ded some striding instances of 
cessation of the tic under their influence. He considers that the \alue of 
these remedies is»enhanced by combining them with moderate doses of a 
bromide. In the*c*,so of atropine, Hammond gives , ,',5th of a grain as 
an initial dose, and gradually increases it up to ,'„th of a grain ; in the 
case of conium he fiiuls the fluid e.xtract oi conine eipially eflicacions, and, 
beginning with five minims of the former, he incre.ises Hie dose by one 
or two minims a day until the tic ceases, or tlii' toxic effects of the drug 
become manifest; in the latter case, if the tic still persist, he reverts to 
the original dose, and gradually increases the anionnt again as in the first 
instance. 

When the limbs are affected gyiunastics are of advantage, as in true 
chorea ; and massage is of like benefit. 

As little notice as possible should be taken of the siiasins ; but the 
patient should lie encouraged to control them by an ell'oi't of the will. 
In children the promise of rewai-il may be thus eilectiial ; but we 
earnestly ileprccate any actual or threatened jiuiiishmeiit if such vobuitai} 
effort fail, or indeed be not steadily made. 

Kest in bed is bighly beneficial in some obstinate cases, and the 
patient should never be .allowed to work, or to follow exciting pastimes, 
his life, indeed, should be as (piiet as ])ossible, short of monotoii}. 


CoNVi:i>>IVK TICS.— Syn. : “ Muhitlu' ho nniriihif' ’ . “ dillrK ih' III 
Toiireftcn di>ciii «‘.’’—We have no xeiy satisfactory name for this affection ; 
for iieitl\,cr “convuli»ve tic ’ nor “ maladie des tics eoiiMilsifs” implies 
much more tRan occurs in sim]ilc tic ; whereas, as we have already noted, 
ill the variety of tic that we arc about to consider, explosive utterances 
and psychical phenomena arc added to the s]>a.smodic movements, and 
form a striking part of the clinical picture. 

■ ‘ The *affcction is a neurosis characterised by smbleii lightiiing-like 
muscular contractions, which *re reiieated without the slightest rhythm, 
and may be either limited or generalised. In addition to this the \ ictinis 
are liable to involuntary explosive utterances, in which ca.se olxscjme 
wor^s ar6 aometimes emitted (coprolalia), or there is an irresistyile 
impulse to repeat words or sounds (echolalia), or to imitate gesftues 
(echokinesis). Psychical troubles also occur in which flrsessions and 
imperative ideas play a* prominent jiart. 

To the writings of Charcot, (lilies de la Tourette, and (n 
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indebted for a clear account of this affection; and neurology owes much 
to the school at 'the Salpetricre for having separated this form of tic 
from the hystcn'as, and from a large class of in^deiinitc conditions in 
which spasmodic movements play the chief part. 

Although Charcot inspired his pupils to do the excellent work which 
has placed this affection on so secure a basis as an indtpendent cceulition, 
differing in effect from other neuroses with which it is liable to bo con¬ 
founded, in fairness to Trousseau it ntust be stated that he clearly recog¬ 
nised the affection and indiwited its chief features. 

The Salpetrii-re school and various other writers have regarded the 
muscular tics as dominant in the early part of the clinical history of these 
cases, and ccholalia, coprolalia, cchokine.si8, evnd the like, as subsequent 
accretions. Other writers, however, accord the first jjl.'fce in the clinical 
picture to the psychical tics which may occur oxclu.sively at the beginning 
of the malady. Tokjirski, by attempting to sepjirate the two groups, has 
gone a step farther, and would reserve the name “ maladic dcs tics con- 
vulsifs ” for the former class, and “ myriachit ” for the latter. The term 
“myriachit,” hoAvever, as I have already said, has been long in use in 
Siberia to denote an affection which is prolmbly identical with the 
variety of tic that wc are now considering; and it is (juestionable hoy^ 
far a subdivision such as that suggested by Tokarski is warranted in the 
present stiitc. of our knowledge of this subject, though Noir upholds the 
distinction. 

Causation.—Heredity plays a most important pirt in the ciiusation 
of this affection, and may be either direct—some of the ancestors having 
been the subjects of tic—or indirect, various other neuroses or degenerative 
conditions of the nervous system having been prominent among them. 
So, too, it would seem that a drunken pirent may beget offspring prone 
to tic. This factor appeared to bo operative in a case recorded by 
Chabbert, in which a girl born four or five ycjirs after the father had 
taken to drink wjis ill-<leveloped and the sidjjcct of tic, while her brothers 
and sisters, born prior to this, were in every Avay perfectly healthy. 
Indeed, according to Cluinon, the maladic dcs tics is always an expression 
of hereditary degeneration, however difficult it may,J>o to securq evidence 
of it. *' 

Whether it be possible for a nervous system originally normal to 
actpiirc the affection or not, congenital defect is proved by the frequency 
of malformations and*other stigmata, congenital or acquired, in the subjects 
of convulsive tic. Diseases occurring in infancy may, however account • 
for some cases. i 

Males are a little more frequently the subjects of the affection than 
females; and the first manifestations of the malady are usually observed 
in childhood, most cases beginning during the second andi thinl l.emi- 
dcciidos; though there arc instuices on record in which the subjects 
remained frcenip to adult life. In some of these, at least, it is probable 
that more searching inquiry would have revealed'some mdimeots of the 
disorder at an earlier age. 
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The outbreak is usually evoked by an aecidcntjvl cause, especially by 
mental shock; but physical shocks and injuries are tdso operative. It. 
does not follow thjit the spasmodic movements affect the injuvetl jNii’t; on 
the contrary, these may entirely escape, as in two eases recorded by 
(Jhabbert, in which!*a mother and son were both the subjects of localised 
tic, aitd in neither of them did the injured jKvrt ])art.ici():vte in the 
spasmodic movements.* Other immediate causes whieli, however, ]>lay a 
much less important part in the •tiology of the aHection arc infections 
and intoxications. Moreover, convidsivc tic is engendered in some cases 
by imitation. Guinon mentions the case of a chilil wlio saw a jieison in 
an epileptic fit in the street; he U’as frightem*d, and was attaekeil with 
the contortions* of the month which lie had seen in the epileptic. 
Another child, ilitperfcct health, went to a cafe concert, where ho saw a 
performer make grotesque grimaces to ainnsc the andienee, and in a few 
days he reproduced the grimaces in sjiite of himself. 'I'lie door once 
opened, such subjects manifest in the course of time all the tyjiical 
manifestations which make U]) the eonqilete ])ictnrc of the maladie des 
tics. 

Symptoms.—As already observed, four groiqis of symptoms eharac- 
•terise the clinical pictiu’c of the ail'cction - spasmodic movements, uncon¬ 
trollable utterances, an impulsive tendency to imitate by acts or woids, 
and a peculiar meiitid state in which obsessions and inqierative ideas play 
an important part. 

The spasmodic movements are, as a rule, smhh'ii and lightning-like ; 
though it is s.aid by Chabbert that in (‘xceptional eases they may be 
quite slow and deliberate ; in any case they are, reiieateil in the most 
irregular way possible, without the slighti'st rhythm. 'I'he riisnlting 
movement may have no resemblance to any ordinary volniit.ary act, or, <»n 
the other hand, movements of defemee, gestures of contempt or defiance, 
and the like, mjiy be forthcoming. 

The muscles of the face and nock are, cs|)ecially iironc to participate 
in the spasms, while the limbs are less liable t.o be all’ccted, the, lower 
extremities cscjiping more often than tin; npjter , but no jifirt of the body 
is exentpt, jnd in some crises there is scarcely a ninscle that «lo(‘s not 
participate in the spasms at one time or another; though, according to 
Kahler, gcnerjiliscd spasm is very exceptional. 

In the face the spasms result in all sorts of griimwes and jerky 
movements; the eyes are rolled in this direction %r in that, the forehesul 
Vrinkl«»d, as in frowning or in the expression of surprise ; now the eyes 
are too widely opened, at the»ne.vt moment they are closed. 'I’he sniffing 
movement, so common in simple tic, is freipiently pre.scnt, and various 
contortions occur about the lower part of the face and month, the l.-itter 
bei^g at* oAe time opened, at anf)thcr time clo.scd ; or mastication move¬ 
ments, perhaps with grinding of the teeth, may be seen. A variety of 
movements of the tongue, including protrusion and rctracMon, may occur. 

The* head is jerked in every conceivable <lirection by the spasmodic 
action of the neck muscles; not uncommfmly it is .suddenly retracted, and 
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a quick lateral movement is added; or the chin may he brought forcibly 
in contact with the''chest; so, too, various lateral and rotatory movements 
of the head occur from time to time, and the platysma is frequently seen 
in action. 

One of the most common movements of the uppSr limbs is that of 
shnigging of the shoulders, which may be bilateral, or'how one arid then 
the other shoulder is suddenly raised and then let fall. So, too, other 
movements of the shoulders occur, as'for instjince a twist as if to get rid 
of some discomfort, or sudden forward or backward movements of this 
part. The whole arm may be raised, or any of its component segments 
may be moved in this or that direction, the fingers particii)ating in the 
abnormal movements, all of which are executed in the same brusque, 
jerky fashion. »■ *' 

The muscles of the trunk may take part in the*Spasms, when various 
movements of propulsion, rotropulsion, or lateral oscillations of the 
body are seen ; and the.se, alone, or in conjunction with any spasmodic 
movements in the lower limbs, may interfere with progression. Isolated 
movements of the trunk muscles are, however, uncommon, though the 
sahoiim movements thus occur in some eases. 

Although the lower limbs are more commonly exempt than the Tipper* 
yet, when afi'ected, the spasms may be quite as severe there as in any 
other pirt of the body. A stamping movement of the foot is not 
uncommon, and the limb may be suddenly oxtendetl as in the act of 
kicking. 

Sudden flexion of the leg and thigh may result in a spring-halt move¬ 
ment ; or the patient may suddenly stoop, or jump, and so on. These 
various anomalies give rise to the most grotesque modes of piugression : 
for instrince, the oirlinary manner of walking may be suddenly interrupted 
by a few dancing steps, or by a jump on both feet, or a hop on one, by 
a sudden kick forward of one or other limb, and the like. In a case 
recorded by Gilles de la Tourette, the patient ran rapidly for a short 
distance, then touched his knee and performed the most extraordinary 
movements with his arm. 

The spasmodic movements occui’ in attacks, and'‘are not^niorT or less 
continuous, as is the case in chorea; in each attack several groujjs of 
muscles may be in action simultiincously ; or the contraction of one group 
may follow that of another, in which case there is a curious tendency to 
preserve the same oi-der in successive attacks. As I have s''id, the tic 
may bo limited in distribution, and the limibition may be to one side o\ 
the body,—an event which, however, nirely obtains in the CJise of the face 
in which the affection is usuiilly bilateral. 

The piitient is fully alive to the fact that the movements occur; 
indeed, he may be painfully conscious of the ridiculous grimaces and (foii- 
tortidns which ho is making, nevertheless ho has practically no voluntary 
control over tlli movements. A voluntfiry movement of some kind is a 
surer device by which to escape the spasmodic movement thai'- a mere 
effort of the will, although a very powerful effort of the will may be 
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successful; but so greiit is tlie eflbrt rei);!!!-!**! that it is most futigiiiug to 
the patient, and may miikc him feel so ill that the spismodic*moveiiu‘nt is 
])rcferablo to the maliyso. The devices adopted by chorcios to mask the 
involuntary movements by the performance of some voluntary one in 
(piick succession to tfiat of iiivoluntary initiation is seen in the subjects 
of tic »lso; but tvfth so little success, as a rule, that the victims of tic 
are thankful for solitudi^as the only wav of cscajnng obscr\ation. 

The movements always cejise during sleep, though mentions ;i 

case in which attiicks sometimes occuri'cd during slee]), in his opinion 
probably as the result of dreams. .Vpart fi'oni actual sleej) thi‘re is much 
less tendency for the attacks to occur during repo.se and in solitude ; the 
ipiieter the patient the moic likely he is to be five from spasm. It is an 
interesting fact Ibftt, as in cjiilepsy and other sjiasniodic affections, the 
spasms may be entirwly in abeyance during the course of any febrile 
disorder. On the other hand, observation, e.xcitement, or emotion of any 
kind induce the attacks. Disorders of digestion and the like may 
increase the tendency to attacks, which in women may be much more 
freejuent at the monthly yieriod than at othc'r times. 

Ayiart from any interference by the sjiasin, voluntary inovemi-nt is not 
idlectcd ; such patients may be able to jierform acts re<|niring the greatest 
delicacy of co-ordination, such as playing the piano, writing, and the like, 
without the least evidence of any defect; indeed (luinon ivfers to one 
yiaticnt who could juggle with knl\e.s without a .slip or mishap. 'I'he 
absence of any alteration in the character of the handwriting may prove 
an especially valuable yioint of distinction lietween this affection and 
certain of the other motor neuroses in which the handwriting is notably 
altered. There, may, however, be some difliculty in writing if lie of a 
severe type affect the arm. 

Although the syiasinodic movements are usually the first |iheiionieiia 
of the malady, yet a tcndeiicy to e.\;})losive utterance may be added ; or 
the initiid ydienomeiia of the aftcction may’^ be of this cliaracler, and it 
may remain at any rate for a long time the sole, symptom. 

Thu exclamatoi i) tir consists in the habitual emission of some irreletant 
word, or jjartj of woisls, or sentences, or again of some inarticulate soninl, 
resembling, it may be, that of .some animal. In .some cases obscene, or 
bla.sphemous words are ejaculated (co|)rolalia). This is rather common, 
and is most embarrassing to the unfortunate yiatients, as, despite ail their 
efforts, such,expressions may be emitted most inop|»>rtunely. (,'oprolalia 
Mimy be i»iaiiifested in two tvays, both of which may occur in the, same 
|>aticnt: the words arc cither* spoken in a loud voice, in which ea.se 
muscular shocks accompany their emission, or they are uttered in a low 
voice, and are then unaccompanied by muscular spasms. The spasmodic 
uttertince fnay be single, or be repeated several times in succession, ^tln 
a case rccordwl by Gilles de la Tourette, a youth thus afflicted rci:eivwl 
a sound thrashing from some other boys who thought that tTic ejaculation 
“ <y>w<7/o»was directed *at them. » 

Another of the.se impid.ses is to repeat like an echo (echolalia). 
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Words or names may be repeated thus, or the cries of animals and the 
like; or again, the words echoed may be those of the patient himself. 

The echo is usually the end of a sentence, espec^lly of the last woid. • 
Various peculiarities are, however, met with in different cases. A word 
unfamiliar to the patient or the name of a persofi is especially apt to 
impress itself in this way; in any case the word or pM'ase is echoed time 
after time. *■ 

Again, movements or gestures anay be reproduced (echokinesis). 
The mimicry may be of a facijil grimace, or of some movement of the 
limbs or trunk; and this feature of the malady it is which bears the 
greatest resemblance to the tricks of the jumpers of Maine, to the “latah ” 
or “latiik”of the Malays (wicvol. viii.), and to the “ myriachit ” of Siberia 
(Russian “ miriatchit ” = “ playing the fool ”). The subjects of this malady 
are irresistibly impelled to imitiitc some sound, grimace, or act, although 
by so doing they nuvy cause pain to others, or bring dire anger upon them¬ 
selves. Thus in the variety of tic now under consideration—for whatever 
the form of the uncontrollable impulse, whether the ejaculation of words 
or sounds, the echo or the mimicry—there is the same powerlessness in 
the will to prevent it. The impulse may be circumvented l)y various 
dodges, but generally with little success; thus voluntary speech may 
ward off an explosive utterance; but too often some ungainly sound, or 
an ijTclcvant word, suddenly interrupts the sentence, or an intended word 
of welcome to a visitor may be replaced by one that is highly uncompli¬ 
mentary. 

The mentiil peculiarities, which may form part of the clinical picture, 
are most remarkable, and belong to the class of imperative ideas—the 
“ idee fixe ” or “ obsession mentales ” of the b’rench. As with the motor 
tics so ideas may become spasmodic, and, though aware of the mechanical 
repetition, ho cannot help it, and these ideas may lead to importunate, 
impulsive acts, either meaningless and absurd or even injurious. Some¬ 
times a physical bjvsis can be found for the fixed ideas and automatic 
acts, but by no means in all crises. 

A common form is that of an agonising sejirch for a word or name 
which when found is repeated time after time; a or sonje wprd may 
incessantly obtrude itself on the patient even until he is compelled to 
vocalise it; the victim may lotithc the word or dread it, and may attempt 
to evade it, but without success. I’he feature of some cases is an 
irresistible impulse to count a certiiin number, or top a given number of 
times before some lOct, or a tendency to touch certiiin objects. , • 

The condition known as iiminilij of dniilit is an abiding uncertainty 
whether ti piirticular act has been executed correctly or has been for¬ 
gotten ; or there may bo an uncontrollable desire to question or analyse 
tlu} most ordinary acts of everyday life. 

^Ve meet with one or other of the various 'phobias—notably agora¬ 
phobia, or thd^dreiul of walking in open spivees; acrophobia, or the fear 
of heights; and mysophobiti, when the subject is afraid to touch certain 
objects {ride art. “Neurasthenia,” vol. viii.) 
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When these various phenomena are associated in a given ease they 
usually present themselves in definite order; most commonly the 
spasmodic movementii occur first, and are followed by exclamations, 
coprolalia, echolalia, echokinesis, and fixed ideas—in the order named. 
It is more common, flowever, to meet with convulsive tics alone, and, as 
I have said, the spfsmodic exclamations may occur alone for a long time. 
Kcholalia, coprolalia, echokinesis, ami the imperative ideas may all be 
present in the same patient; but more commonly only one or other of 
these symptoms is met M'ith, or at any rate \arious combiiiiiiions of two 
or three of them. 


These fixed ideas obviously border upon insanity ; moreover marketl 
loss of will-powc» is evident in these ])atieiits and ;i loss of the power of 
attention. They*a»e unable to sustain a eoii\er.satioii coherently . mental 
application becomes plactically im])ossible; jiulgment is worthless, ami 
memory suffers, even to the point of inability to reail. 

It must bo recognised clearly that, although convulsive tic and 
hysteria arc totally ditlerciit affections, there is no reason, as (Juinou has 
insisted, why the two neuroses should not coexist, just as epilepsy ami 
hysteria may be associated in hy.stero-cpilei)sy. N'ot only is the. combina- 
tipn possible, but cases are actindly met with in which convul.s|\o tic and 
hysteria are found so interdependent that the presence of manifestations 
obviously hysterical, or the stigmata of this neurosis, doi*s iK)t exclude 
the coexistence of sjKismodic tic. 

Diagnosis.—Uitticultics in diagnosis «lcpend larpdy on the stage of 
the affection, for w'hen fully estiiblished, so that besides musctilai' sicisms 
the patient emits inarticulate so\nids or articulated woixls, or is aflbeted 
with coprolalia and echolalia, there can be no difliciilty in di.ignosis , no 
other malady gi\'es rise to this group of .symptoms. 

For a long time the majority of these att'ections wcie classed as 
varieties of chon^v; but a more detailc<l study of the chai acters of the 
movements in the different classes of cases, and of the symptoins of tins 
or that variety, has led to their proixM' m>sologieal or<lcr. IVIm li con¬ 
fusion, however, still exists, and CJiscis which belong pro[te,rly to the 
group of tics j^re rcgardwl by some as varieties of choi(;a. 

In Si/t/mhamt' vhorea the movements arc slower and, as it were, imnc 
rounded off, and are not so brus.pic as in tic : moreovcis they are <]Uilc 
incoordinate, and voluntary movements are greatly interfered witli, even 
W'herc no actual loss of motor power is to be flet«i-ted. J he irregular 
•mbvements do not occur in attacks w'ith pcrimls of absolute calm between 
them, as in tic ; and it is quite•cxceiitional in chorea to .see the movements 
of ordinary life. Volition exercises less control over the movements of 
chorea than obtains in the case of tic. Again, chorea tends to recovery, 
however slowHy, while the tic is, as a rule, incurable; on this diHertnice 
we may have to depend for diagnosis in some cases, as for instance ^^^en 
a chorea is not seen until a late stage when a few faciid gtimaces alone 
pei-sist. for although may be inqiossible from the history oj former 
movements to decide whether the case be one of tic or chorea, yet the 
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latter ends in cure, while no such result obtains in convulsive tic. 
Certain laryngeaf sounds and grunts may result from the spasmodic 
muscular contractions in chorea, but they are neyer articulated words; 
and coprolalia, ccholalia, and ccholdnesis do not occur. Furthermore, 
although mental defects occur in choreii they are 'quite different from 
those of tic; they are true varieties of insanity wfch derangement of 
intellect, while in tic the intellect is preserved, although will-power is 
diminished or abolished, and the patient falls under the sway of fixed 
ideas. 

There ought to be no possibility of confounding tic with the two 
conditions which have been respectively described as “ Electric, chorea ” 
(Dubini’s disease), and liergeron’x (luteaxe. In the former of these affections 
the involuntary spasms arc accompanied by convuV«iVc attacks which 
leave a certain degree of paralysis in their wake, «and nearly always end 
fatally, it may be in a few days or after some months (vide p. 864). 
Bergeron’s disease, on the other hand, is a benign affection in which the 
spasm in the face may be arrested by pressure on the facial nerve; 
indeed the whole of the manifestations of the affection may be dispelled 
by an efficient emetic. 

Nor can there ))e much likelihood of confounding tic with clu/rra 
vuijor, which is not a form of chorea at all, but a hysterical manifestation 
in which the atUicks of involuntary movements last a long time, and do 
not in the slightest resemble the attacks in tic. Automatic or habitual 
movements of ordinary life are reproduced, patients may <]ance (choree 
saltiitoire), imitiite the movements of a smith at his anvil (choree raal- 
leatoire), and the like. Moreover, such attiicks may be evoked by an 
emotion, by pulling a liml), by percussion of a tendon, and so on. Such 
patients either jiresent hysterical stigmata,—such as concentric limita¬ 
tion of the fields of vision, or cutaneous anfcsthcsia, or a history of 
hysterical nianifcsUitions is to be obtained. 

It is rare for hf/steria to reproduce the whole of the manifestations 
that make up the complete picture of the nialadie dcs tics ; we may meet 
only with the movements which simulate those of tic, while at another 
time involuntiiry vocal phenomena may be present. 7'bo .-laryngejil 
sounds in hysteiia miiy be grouped around an expiratory spasm (cough), 
or an inspiratory spasm (hiccough). Such phenomena occur (piite 
suddenly and disappear quite as unexpectedly after having, it may be, 
resisted all sorts of > treatment. The pitients are quite irdifferent to 
their condition, and may cough away all day without showing the 
slightest signs of fatigue. When, indeed, tic is simulated by hysteria, by 
its spjisms only, the movements m:iy be identical. In all doubtful cases 
search must be nuide for the hystei’ical stigmata; but of course a 
hysterical subject may become affectcjl with maladic dej tics, when, 
accdi-cling to Guinon, the evolution of the movements alone c.aii indicate 
the diagnosis'; if they cease the case is one of hysteria, if they persist¬ 
ently resist all therapeutic measures then true malndie dcs tion has been 
iidded to the hysteria. 
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A condition allied to tic, and which may be confounded with it, is 
/larami/oclonus multiplex (p. 888). However, the phenomena bf imitiition 
are absent, as are spasinodic utterances and mcntsd troubles. Moreover, 
while tic attacks the face, this part, as a rule, escapes in j)aramyocloiius : 
indeed the lower liiftbs, which are least commonl}' affected in tic, arc 
among tiie most usu&l scats of the muscular coutrsictious of paramyoclouus. 
Again, the spasms are mffch more simple, picking out inilividual muscles 
or parts of muscles, and usually syminitrical muscles ; they never reproduce 
the gestures or movements of ordinary life. The contractions arc 
isolated, or follow each other in quick succession, and do not constitute 
attacks, as in tic; furthermore, they may bo evoked by cutaneous 
stimulation, percussion of a tendon, and so forth. 

It is conceivable*that a tic of limited elistributioii might Ijc mistiiken 
for a localised spasm at a totally different kind. But such localised 
spasms are uniform, they are limited to a single muscle, to a group of 
muscles supplied by one nerve, or by nerves so closely related in en igiii 
as to be involved in the same lesion : and theic is not the multiplicity 
and difference of movement which make up attacks of tic. 

The condition which Letulle has designated co-onlinated tics {ticf. 
rnqfdoHtides) may be attended with movcnients which rese.nible the im¬ 
pulsive acts of the psychical tics; but such movements are much more 
under the influence of the will. The^’ am commonly be traced to some 
habit, and may not amount to a disease; morcox’cr, some of them differ 
from convulsive tic in that by force of habit the movements are unc*m- 
sciously performed; spasmodic utterances and ])sychieal disturbiinees 
again form no part of the clinical picture. The subject of certain 
varieties of co-ordinated tic can arrest the movements by a voluntiiry 
effort (p. 883), and such arrest is not acconijamied by the distress and 
stibsequent exacerbation of the movements which follow tentporary 
suspension of the .movement in the maladie dcs tics (j». 877); moreover, 
in some cases, habitual control of the movements in this way may bring 
about a complete cure. 

Facial and other contortions sometimes originate in some slightly 
painful coivliti.Qji, especially in children in whom ulceration of the mouth 
or lips, for instance, may set up grimaces. Search should be made for any 
cause of this kind, either present or past, for under suitable discipline 
the one form of movement ceases; if in spite of all such control it persist, 
it is probably^ true tic. • 

* Hlf organic affections of the nervous system, charactcriscfl by in¬ 
voluntary movements, nthetosis lin<l jmst lunniph-ijic choica only need be 
considered, neither of which iiiflecfl is likely to cause much difficulty. In 
the case of athetosis the position of the haiul, its continmd insUvbility. 
and thb imp6ssil»ility of its retaining any object in its grasp, arc snffici<-ni 
to distinguish the affection from tic; and many other points of distinc¬ 
tion might be adduced. So too, in regard to post hemiplegic* chorea, the 
limb affectwl by the motor <lisordcr atrophies, and the tendon, jerks 
become exaggerated. Moreover, in neither of these conditions arc there 
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any of the symptoms of maladie des tics other than the motor phenomena- 
for, thought mental deterioration may occur, it takes some form of ’ 
idiocy, never the characters of the fixed ideas. t 

nvgnosls.—Once established the malady usually becomes progress¬ 
ively worse, continuously it may be, or with inte/vals during which it 
appears to bo stationary, to improve, or even to become arrested; such 
intervals being followed in turn by periods of further increase in the 
manifestations of the malady. Tlfe affection has, no doubt, very ex¬ 
ceptionally ended in recovery; yet even if so favourable a result be 
obtained, it must be remembered that it is peculiarly prone to relapses. 
In formulating a prognosis it must always be remembered that psychicjil 
disturbances may occur, if they are not already present; and that they 
may end in insanity. Psychical disturbances further* influence prognosis 
in another important way, for so long as the tic Jlianifests itself only by 
motor and verbal explosions, the duration of life may not bo materially 
curtailed, if at all. It is otherwise, however, when obsessions and 
impulses harrow the patient, more especially if he struggle to resist 
them; for of necessity they gain the ascendency, and exhausting himself 
by his efforts at resistance, he may in despair seek release in suicide. 

We must always be mindful of the fact that although in simple tjcs, 
such as those limited to the face, the prognosis is relatively good in that 
such patients may reach adult life without further change, yet a violent 
emotion, a heated controversy, and the like, may induce a crisis in which 
new phenomena appear and do not subsequently disappear. When the 
affection reaches its extreme degree the patient is unable to follow any 
occupation, or even to live an ordinary life with comfort. 

Treatment.—What I have already said as to the incurability of the 
affection prepares us for the utter impotence of therapeutic measures in 
nearly all .these cases. Drugs of a sedative class are useless; they can 
do no more than suspend the spasms temporarily while the patient is 
under their influence j nothing approaching a permanent cure attends 
such measures. Various tonics are serviceable in a general way, for all 
measiu-es which are calculated to build up the system, and at the same 
time are not too stimulating, should be employed; the \arioiis prepara¬ 
tions of iron are especially useful. Change of circumstances is indispen¬ 
sable in the treatment of these cases, and isolation is of still greater 
service; of like importance is strict moral and physical discipline, and 
encouragement in those healthy piu-suits or hobbies which prevent intro¬ 
spection. An intcllectiml patient may divert his mind withostudy 'y i\i 
other cases some mechanical occupation must be followed. Useful 
adjuncts in treatment are massage, passive movements, gymnastics, 
hydrotherapeutic measures, and the like. Static electricity appears to 
<?o good when employed for a long time, especially when* combined with 
hydrotherapeutic measures and isoktion. 

If the patient be so tormented by fixed ideas as to be practically 
mad, Jhe strictest guard should be kept over him. 
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Co-ordinated tics. —As was said in an early part of this article, this 
variety of tic differs from the simple tics in the more Complex character 
of the movement. Many of the cases properly included in this group 
are instances of habit-movements which cannot be regai*ded as disease. 
The tic may be no lAore than some' act of every-day life, rejjeate*! time 
after time without •♦bvious csiuse. 


The case mentioned by Sir William Gowers, of a boy who was in the 
habit of bringing both his arms forjvard and then stooping, lielongs to 
this group; as does another, in which a girl, when walking, wovdd make 
a half-turn, as if looking for something that she had dropped. 

Osier refers to a child who was recovering from what was supposed 
to be chorea minqr, and who first smelt and then blew on anything she 
took into her hands^ The same observer described a boy, the subject of 
facial tic, who used to bite his middle finger hard, and at the s.ame time 
press his index finger against the point of his nose. 

Sinkler lias also recorded some cases of the same kind—such as that 
of a girl who, when walking, would stop, rub the toe of her shoe against 
the calf of her other leg, and then go on as if nothing hiul hajipcncil. 
And he refers to a boy who, iis the result of imiUting the motor man of 
a trolley car, acquired the habit of standing with his back to a door and 
swinging round first one and then the other arm, and giving vent to an 
explosive utterance. 

It happens not uncommonly that such a habit-movement or trick may 
be controlled more or less by an ettort of the will; so that as long as 
the patient keeps the matter in mind he may be able to prevent its 
recurrence, while as soon as he forgets about it the movement occnis 
automatically, perhaps without his perception of it. In .such cases con¬ 
tinual efforts to control the movements may result in a permanent cure. 
Thus a special feature described in connection with the last variety of tic 
may bo wanting, that is, the impulsive tendency to execute soine ino\ c- 
ment which the 'pvtient is quite conscious of, yet which he is unable 
to prevent. The more usual movements which characterise simple tic 
may coexist in the same iiulividuid with those of a moie complic<itcd 


character. • . , . , 1 , , 

Noir, in Bournevillc’s clinic at the Bicetre, has admuably described 

the coKirdinated tics which are met with in feeble-minded children. 
Among the more common movements in such cases are balancing, jumping, 
rolling the head from side to side, striking the chest* with the chin, luul 
hitting the head or chest with the hand. The latter habit is what 
Rubinowitch has called “Krouonvmia,” and, like the other movements, these 
are sometimes repeated in a rhythmical manner; the balancing, nodding, 
and rotation movements are more especially likely to preserve a definite 
rhvthfei. Or »the subject may stoop from his chair, stretch himself 
out prone on the floor, raise his arms above his head, and so forth, al>of 
which actions are performed from time to time in orderly se>f lence. 

Osier refers to a cast* at the Institution for Feeble-minded Chiklren at 
Elwyn, in which an idiot (known as the “ Dervish after ri.sing Mim the 
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floor, balancing, and making a few sweeping rotations, would execute a 
series of revpluticfi’ which with his arms spread out, and moving but i 
little from one spot, he increased the speed of the rotations until he ^ 
spun round like a top, and finally fell exhausted. 

Some of the cases included by N6ir in his accoixit of tic occurred in 
blind subjects, in whom quick movements of a fingerdn front of ihe eyes 
were especially common. Noir considers that there is probably some per¬ 
ception of light in such cases, and tl^t the tic is the outcome of the habit 
of producing shadows by movements of the finger in front of the eyes. 

Prof. Osier is disposed to regard the affection known as “head-nodding ’ 
(see p. 903), which occurs in infants, and has been fully described by the 
late Dr. Hadden, as belonging to the group of co-ordiqated tics; and he 
considers that the disorder described by Dr. Gee “Head-banging’' 
comes also within the same category. The latter pondition was met with 
in three children, two of whom were two and a half years old ; in one of 
these the head-banging had occurred for two or three months, in the other 
for six months; the third child was five years old, and had been affected 
for two and a half years. The younger brother of one of these patients 
acquired the trick when put to sleejj with the one affected; but, when 
separated from him, he lost it. These children were in the habit of tum- 
ing on their faces in bed at night, either when awake, or possibly half awake, 
or when sound asleep, .and would bang their heads into the pillow sev'eral 
times in succession. In one of them the Imngings occuiTed about six times 
only, and was seldom repeated the same night, or more often than one 
night in four; but in one of the others the banging went on sometimes 
nearly all night, and the child awoke very weary in the morning. The 
condition was not accompanied by any other symptoms, nor was there 
any evidence of its kinship to epilepsy or any other such disorder. 

Similarly, Osier regaixls as an exaggeiated example of co-ordinated tie 
^^’'cir Mitchell’s case of the man who, unless completely at rest in the 
recumbent posture, would strike his side by a pendulum action of his left 
arm ; this movement he repeated about 150 or 160 times a minute, 
in regular oi-dei’. 

PsYUHiCAi. TICS. —There is but little to add to what” has been said 
alreiidy on this subject under the head of convulsive tic. A psychical 
tic has a like origin, and is e(iuivalcnt to the motor variety. In the latter 
a spasmodic movcmfjit occurs which the subject is unable, to resist; in 
the former an irresistible impulse compels him to emit a certain word,' 
perform a certain act, count a certain nv.mber before doing something, 
and so on. 

In some instiinces the imperative conception is generated by some 
external stimulus or antecedent thought, while in other oases it seems 
(juico spontjuieous, and cannot be traced to any such cause. At times 
.after the dwjharge there is tempoi’ary relief, but in other instances the 
victim, after a long struggle between volition an«^. the irresistibjic impulse, 
ending*in the victory of the latter, is left much exh.austcd. 



I have already indicated that the motor and psychical tics v 
in the same subject, and that the former may occur without* the latter; 

• it now remains to be leaid that psychical tics may occur without motor 
equivalents. Moreover, as a motor .tie may be of no serious moment, so 
a psychical tic m^y be equally insignificant; imperative ideas may 
jjersist for years, and, although often a source of annoyance to the 
victims, no more serious mental disturbance may result: as has been more 
especially emphasised in this conntrj^by the late Dr. Hack Tnko. 

The thoughts which incessantly recur arc usually lK)th foreign and 
unwelcome, and words which the victim feels compelled to utter are 
neither in conformity with his custom nor what he wishes to jkvss his 
lips ; ^o that if thby escape it is in spite of his cflbrts to kcej) them kick. 
Those who always touch certain olijects which they habitually i>ass may 
do so automatically, a8*a sort of habit: or this procli^'itv m.ay lie rcl.atcd 
to the mania for counting (arithmomaiiia); or the patients may be im¬ 
pelled to the act by a dread that something undesii'iiblc will hajijien if 
they omit their observance. This is a common enough trick of children, 
and one usuidly of no conser[uenco, even if it per.sist, as is sometimes the 
case, until adult life. No better example of this condition is to bo found 
th*in the well-knoivn one of Dr. .Johnson, ivlio, as he walked along the 
street, used to place his hand on certain posts ; if he missed one, he 
would turn back and perform the accustomed ceremony before proceeding 
on his way. The .antithesis of this (h’lii-r dn, tmirlirr is the drciid of 
touching certain objects, a condition spoken of as mysophobia. In the 
case of a doctor, referred to by Hack Tuke, the imperative idea w.as 
that something serious avould happen if he tiwl on the divisions between 
the Hags of the pavement, so that in spite of being fully alive to the 
absui’dity of the notion, he avoided them. 

Arithmomaiiia, or the irresistible impulse to count a certain number 
before doing a thing, is well illustrated in the ca.se of a girl, reconled by 
Osier, who had to tap on the edge of the bed nine times before getting 
into it; to count a hundred after brushing her teeth ; to knock three 
times on <a window by the side of the door, and a similar number of times 
on the doev it"«lf, befJi’e she would unlock it. The tendency in these 
cases of arithmomaiiia may be to make emllcss calcul.ations, to count 
certain letters in ivoiuls, the number of books on a table, and so on. 

Then there is the state in which a certain n.amc or word is sought foi' 
with an inteimity that becomes painful, and in which,* when found at last, 
^he* persoi? is impelled to rcjieat time after time (onomatomania). It may 
also manifest itself as an attribution of a flisastrous significance to certain 
words. 

What has been c.alled the “ insiuiili/ of douhf,” or “ moladif dn doute” 
forms *an impoftant class of imperative ideas, a good example of which, is 
Dr. de Wattcville’s case, related by Hack Tuke. The patient always 
had a feeling that he Ijad done a thing wrongly ; for instance, after 
posting a letter or putting something into a drawer, he had grave misgivings 
as to the accuracy of what he had done. So, too, on alighting from an 
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omnibus he would begin to think that he had left something behind him. 
Although ffllly aware that there were no grounds for his misgivings, yet 
the ideas tormented him. 

Both agoraphobia and acrophobia are common forms of imperative 
ideas. The former condition makes it well-nig6 impossible for the 
aflFected person to venture across any large open space owing to *the fear 
that something untoward will befall him; in the latter state the 
subject finds it difficult to resist a strong impulse to throw himself from 
any height, in spite of his being fully aware of the unreasonableness of 
this impulse. Neither giddiness nor suicidal intent plays any part in 
such cases. The condition of mysophobia, already referred to, belongs 
to the same class of fixed ideas, many other varieties «5f which might be 
mentioned, though to do so would not serve any ^ery useful purpose. 
The fundamental characters of imperative ideas hkve been sufficiently set 
forth to allow the reader to multiply examples for himself at will. 

As was said when convulsive tic was under consideration, no hard 
and fast line separates the mental state characterised by fixed ideas from 
that of true insanity, so that at any time the border may be crossed, and 
what was formerly recognised by the patient as absuid now becomes a 
delirsion in which he firmly believes. 

J. S. Risien Russell. 
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PARAMYOCLONUS MULTIPLEX 

• < 

Syn. — Myoelonm; Multiple myoclonus; Myodonus epikpticus ; Myokimie ; 
Myospiisia Simplex; Spinal epilepsy; Filedreich's disease; Convulsive tremor. 

This affection is a motor neurosis characterised by sudden shock-like 
clonic contractions, usually of corresponding muscles on the two sides of 
the body; the spasms may not only be symmetrical, but also isochronous. 

The affection was isolated from the chaos of motor peuroses by Fried¬ 
reich in 1881, the condition is therefore sometime§, designated by his 
name; but this observer’s name is more familiarly ^associated with “ Here¬ 
ditary ataxy ” (p. 152). 

As Fri^reich’s description was taken from a single ease, it was quite 
impossible for him to draw a clinical picture applicable to all such cases; 
for a neurosis of the kind must vary in intensity, and in the extent to 
which different parts of the body are involved. Many indubitable instances 
of this condition have not conformed in all respects to the clinical picture 
presented by Friedreich. On the other hand, from 1883 to 1890,"^a 
number of cases were published as examples of this affection, many of 
which at any rate are to be referred to other related motor neuroses, or 
to hysteria. 

In 1891, however, Unverricht was able to give a much wider con¬ 
ception of the affection in his monograph entitled “ Ueber Myoclonie ” ; 
his description was based on five cases personally observed ; and further 
he criticised the recoi-ds on the subject collected between the time of 
Friedreich’s publication and his own. I see no reason to distinguish the 
affection described by Friedreich as paramyoclonus from that described by 
Unverricht as myoclonus; and I preserve the name applied to it by the 
former observer as more comprehensive. 

In searching through the records of motor neuroses prior to Fried¬ 
reich’s publication, it is impossible to avoid being impressed by the simi¬ 
larity l^tween the condition named by him and one to which attention 
was first called by Sir Russell Reynolds; this latter case was one of epilepsy 
in which, in the intervals between the attacks, there occurred sudden 
shock-like contraetiqps of A’arious muscles. This resemblance has been 
emphasised of late, since it htis been shown how frequently igiyoclomisi 
and epilepsy are associated in the same in^lividual. In the case described 
by Sir Russell Reynolds the clonic muscular contractions were unattended 
by loss of consciousness, although sometimes they were violent enough 
to throw the patient to the ground. * • ‘ 

* cThis condition has been described by some writers as “ spinal epilepsy, ” 
a designation to be avoided, for this appellation has long been identified 
with the clonic spasms which occur in the palts below a destructive 
lesion df the spinal coni. 
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It is questionable whether the condition described by Hammond iis 
*• Convulsive tremor,” and regaiiled bj' himself and other A.mcrican ob¬ 
servers as identical ■\vjth Friedreich’s paramyoclonus, has any real claim 
to be so regarded. 

Causation.—LitAe definite is known of the etiology of the alfection. 
Direct heredity ddbs not appear to have been traced, except in rare in¬ 
stances ; and in many ci^cs there is no indirect heredity in the shape of 
other neurotic affections in the ]jaii«nts or grandiiarcnts of the pivtients, 
thougli in some of them an indirect heredity appears. In not a few there 
has been a history of alcoholism in one of tlie parents. 

That the affection may be congenitid in the sense tliat the tissues 
become susceptible to it during uterine life, although the disease does not 
manifest itself fcA'aa certain interval after birth, is suggested by cases 
such as those recorded*by Unverricht, in which five children of the same 
family became affected between the ages of six and thirteen years. 
Whether such cases prove a congenital taint or not, they prove that the 
affection may nin in a family. The jxisaibility of simulation is made 
improbable bj’ the fact that in one child, which was brought up away from 
the family, the disease appeared, nevertheless, at the time of life when it 
hjul broken out in the other members. 

Moreover, the association with epilcjisy in Unverricht’s case lends 
siqjport to the view that the condition was genuine. 

The tendency for the aflection to manifest itself where there is a 
degenerative condition of the nervous system, whether eongenibd or 
.•icfpdrcd, is shown by its frequent association with epilep.sy—;i ilisciise in 
which certain tissues are prone to degeneration, or arc actually undergoing 
this change. 

That shock, mental or physical, may set u|i this sjiasmodic ilisonler, 
as in Friedreich’s patient, there can be no «piestion ; but it is e(|nally 
certain that no such exciting cause may be needcil to evoke it; many 
cases have been recorded in which this cause was absent. 

Again, the myoclonic spasm may manifest itself in the weakness of 
overwork or acute illness, as in several instJinces after severe and repeated 
attacks of.,malaria. U has been looked on, by I..einoine and Lemairc, as 
related to neurasthenia. 

Symptoms.—According to Friedreich’s original descrijition, the fol¬ 
lowing are the characteristics <jf this motor neurosis; namely, clonic 
spasms in a iijtxmbcr of symmetrical muscles of the upj>er and lower limVis, 
'interfering in no w.ay with motor power and co-onlination of move¬ 
ment, ceasing during sleep and iduring voluntary movements. The loco¬ 
motor effects of the* .spasms is either nil or but very slight, and the 
muscles of the face and trunk escape. The nutrition of the affected 
musefcs is ’unaffected, and their mechanical and electrical irritability .is 
unaltered. In his case there was no affection of sensation, the super¬ 
ficial reflexes were increased, and there was also marked inircasc of the 
knee-jerks, * , 

The case which enabled Friedreich to give this description of the affec- 
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tion was the result of a severe shock, and the spasms, after lasting several 
years, rapidly ceased. 

Excellent as is his description, and applicable aj it is to some cases of 
the affection, it requires considerable modification when we attempt to 
regard it as a type of the class of cases that ought in my opinion to be 
included in the same category as that of Friedreich, for they differ from 
it in several important particulars. In the firat place, the intensity of 
the spasms differs considerably in different cases, so that in some the 
locomotor effect may be great, in others little or nothing. So, too, the 
extent of the invasion of different jarts of the body varies; and both 
the face and trunk muscles, which escaped in Friedreich’s case, may be 
involved. Moreover, voluntary movement has by no means invariably an 
inhibiting effect on the spasms; on the contrary, in' some cases such 
movements evoke the spasms, or intensify them. » Then again the knee- 
jerks, which in Friedreich’s patient were markedly increased and are 
often ill excess, may in many cases be normal or even diminished. Lastly, 
the favourable termination of Friedreich’s case is by no means usual; 
and indeed in this very case the recovery was only of short duration, 
for, according to Schultze, the patient quickly relapsed, and the spasms 
never ceased again till his death. ^ 

These preliminary remarks will clear our view of the class of eases to 
be included in this affection, whether we hold to the name originally given 
to it by Friedreich, or whether we follow Unverricht, whose appellation, 
though shorter, is less comprehensive. With the broader conception of 
the affection which I have indicated above, we are now in a position to 
consider the various symptoms of the malady more in detail. 

The spasmodic movemenis are lightning-like in rapidity, each con¬ 
traction being a shock, and so sudden as to bo exactly like the shock 
which is obtained from a muscle by a single faradic excitation. Usually 
the sudden contraction in one muscle is followed by an equally sudden 
contraction in another; in other instances the spasm is repeated in the 
same muscle several times in succession. In the latter case the clonic spasm 
may sometimes seem to pass into slight tonus of very short duration ; 
but even so slight a tendency to tonic contractio* is rarg,. thp muscular 
spasms being conspicuously clonic. There is no rhythm in the succession 
of the shocks; they may occur singly or in batches separated by quiet 
intemils ; as many as forty or fifty clonic contractions may occur in the 
course of a minute. • , 

The spasms may seize muscles singly, parts of muscles,*or whol^ 
groups of them; but the great characteiistic of the distribution of the 
spasm is that it attacks muscles which are not supplied exclusively by a 
single nerve, or which cannot possibly be thrown singly into contraction 
by volition; even when a group of muscles is involved tinftiltaniously 
in %pasm the combination is without any co-ordinated function, and is 
such as no efibrt of the will can reproduce. 

Bastianelli considers that there is a special grdiip of cases of, mj'oclonus 
characterised by fibrillary contractions of the muscles, in which those of 



paramyoclonus multiplex 


891 


the^ pS’i'ticipate. He states that in these cases the electrical 

excitability of the muscles is sometimes increased ; aiid there is tllirays 
an unduly persistent contraction after the excitation has been discontinued. 
Pariesthesiffi and paralgesise form part of the clinical picture of this group, 
to which Giovanni Blancone has given the name “ M 3 'okimie.” Accoiding 
to this observer onfy five such cases are on record; his own, Bastianolli's, 
and others by King and’by Schultze. 

Another characteristic feature oftthe distribution of the spasms is that 
they may be strictly symmetrical on the two sides of the bod\’. Not 
only may the muscular spasms be thus strictly s^’mnietrical, but they 
may also occur simultaneously in the same muscles on the two sides. 
The latter is by^no means an invariable rule, however; for instead of 
being isochronous,athe spasm on one side may bo followed b\' contraction 
of the same muscle ort the opposite side after an interval which indeed is 
usually of very short duration. Symnietiy is not invariably observctl, 
however, for, in exceptional cases, one side of the body has been aftected 
alone, as in a case described by Chauffard. 

Certain muscles are much more coramonlj' conccrnc«l than others, 
although in any given case nearly the whole of the voluntary muscles of 
tjjie body may be aftected, with the exception of the ocular muscles, which 
are always spared. The muscles of the limbs are aftected more frequentlj' 
than those of the trunk, and the latter more commonly than those of the 
face; and, as we have already seen, the muscles both of the trunk and 
face escaped in Friedreich’s case, those of the limbs being aflecte<l alone. 
The facial muscles wore free from spasm in about half the recorded cases. 
All the muscles of the limbs arc not eqmilly' prone to the aftection ; 
the upper are more commonly aftected than the lower limbs, and the 
spasms usually seize the muscles about the shoidder girdle and upper 
arm, and those of the thigh, while the muscles of the forearms, hands, 
legs, and feet more commonly' escape. Thus it is the proximal segments 
of the limbs that are most aftected; the distal segments are always much 
less so, while the most peripheral jjarts remain fpiite free from spjism.' 
The pectorals and deltoids are especially liable to l>e aftected; in the 
legs the ,qua^riceps (extensor group, and, in the trunk, the abdominal 
recti, obliques, and the erector spinse. But even the diai^hragm and 
cremasters may share in the s^msms. 

The extent to which any locomotor effect is prodiiced by the spasms 
is a very 'friable qiifintity. In Friedreich’s case* the absence of any 

* Til a yoniig man, a UFll-biiilt but nitlier deliente-looking undergroilnate, who couNuIteil 
me for myoclonua about 20 yeari ago, the apasm was contiiieil to the Hartoriiis. Wlien I saw 
]iim this muscle in the left leg was alfecteil alone, anil such was, 1 believe, the iiHiial state 
of things. Blit, if I remember aright, this muscle of the other leg was convulsed at times. 
The limb weg qipte .stationary during the spasms. During niy observation the jiatient was 
standing. My impression is that no other muscles were conierned, but unfortunately my rotes 
of the case are destroyed. There was a terrible history of alcoholism iii the family, ilfid to 
this craving, I understand, my patient in his turn fell a victim at a lateifilate. Otherwise 
the members of the family wpe big, vigorous persons with no morbid proclivity. However, 
I am under the impression that my patient had had rheumatic fever not long liefore^lie spasms 
appeared. I was unable at that date to find any record of the spasnimlie affection.—K d. 
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locomotor effect of the muscular contractions was regarded as one of the 
characteristic features of this motor neurosis, a feature which is shared ' 
by many cases of the affection. Indeed the muscular spasms may not be 
observed until the patient’s clothes^ are removed, so as to reveal the 
muscular contractions. On the other hand, the sudden and severe shock¬ 
like contractions may throw the patient to the groifhd, and th*t, be it 
observed, without the slightest affection of consciousness. Between these 
two extremes we meet with all degrees of locomotion. Thus there may 
be a sudden shrug of the shoulders with an equally sudden drop j or 
they may be drawn forwards or backwards; or the forearm may be 
slightly flexed on the upper arm and then extended j or the movement may 
be one of pronation or of supination; more rarely of flexion or extension 
of the hand at the wrist, or of the fingers ; or the latter* may be separated 
or adducted. The spasms in the muscles of the lower limbs may result 
in rotation, flexion, or extension; in stamping of the feet; in swaying of 
the trunk from one side to the other; or in its being jerked forward or 
backward, displacements which may also be brought about by contraction 
of the trunk muscles themselves. 

Attitude appears to have a distinct influence on the spasms; for, as a 
rule, they are less pronouncetl when the patient is standing than whqn 
sitting, and when sitting than when lying recumbent; a state of things 
no doubt closely associated with the next problem, namely, that of 
the influence of voluntary movements on the spasms. This we may 
consider from two standpoints—the influence of the former in inhibiting, 
accentuating, or evoking the latter \ and the degree in which the latter 
interferes with the former. 

It will be remembered that one of the characteristic features in 
Frie<lreich’s first case was that voluntary movements inhibited the myo¬ 
clonic s^Ktsms, so that all such spasms ceased during the performance of a 
voluntary act. This has been the case in other recorded cases of myoclonus : 
but it is as common to meet with cases in which, instefid of diminishing 
the spasm, voluntary mov'cments actually augment it, or even evoke the 
involuntary spasms in parts quiescent up to the moment of the volition. 
Similarly, any form of mental excitement or physiad fatigye will usually 
augment the spasms. In some cases all spasms are in abeyance so long 
as the patient remains quiescent; while in others the spasms go on quite 
independently of repose, and may indeed, as we have already seen, be 
more marked in the recumbent than in any other posture, ^n nearly all 
cases the spasms cease entirely during sleep ; though in one, resorded T)y 
Schiitte, although the more pronounced «clonic shocks ceased, fibrillary 
contractions persisted. 

Voluntary movements are not generally interfered with by the 
myoclonic spasms, even when the former evoke or intensify Ihe Isftter; 
but* in the more severe cases, with more pronounced locomotor effects, 
ordinary voliftitary acts are of course a good deal interfered with. Apart 
from sujh interference, however, diminution of motor power is no part of 
the type; nor is there any affection of co-ordination of movement, other 
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than interference with a voluntary act by the unexpected intrusion of 
, some unbidden muscular contraction. * „ 

Mechanical excitability of the muscles is usuiill}' increased: and 
percussion of a muscle, or irritation of the skin, may suffice to evoke 
myoclonic spasms. * * 

The* electrical Excitability of the affected muscles is un<altered, but 
the application usually intensifies the s{)asm; in some instances an undue 
persistence of the contraction of the«muscle after shutting oft' the current 
has been noted. 

Myoclonus ami epilepsy .—This association was ])rcsent in Unverricht's 
cases; and the number of recortled cases in Avhich the two s|>a8modic 
afl'ections have oc«urred in the same individual is rapidly on the increase. 
Two instances of tJie kind were shown at a meeting of the Neurological 
Society of London by Ur. Ferrier in 1S97 ; the patients were brothers, 
and the proposal was made to designate such cases “ myoclonus 
epilepticus,”—to distinguish them from cases of myoclonus unassociatctl 
with epilepsy. The epileptic attticks commonly occur at night, and it is 
not unusual to be able to foretell a fit, as the myoclonic c(mtraction.s 
become much worse during the period immediately prece«ling it. So, 
too, the spasms may be more intense for a time after an opile])tic fit; in 
otter instances, however, they are considerably loss marked after the 
epileptic attack. 

Speech may be interfered with by the sjmsms in diff'ei’ont ways ; thus a 
sentence may be interrupted, and then after the pause be continued 
normally; or the patient may ixiusc to try to stop the s])asm ; or spasm 
of the tongue or muscles of the throat may cause the interrui)tion. (Jn 
the other hand, a word or .syllable may be cut off' by an uncxj)ected 
spasm ; or, as muscles of the trunk suddenly conti act, oi- those concerneil 
with expiration, a word may be blurted out. 

Seiism-y 2 ‘hcnomem .—If wc except the class of ca.scs which Hijincone 
proposes to call “Myokimie,” in which subjective sensory disturb¬ 
ances constitute an important jrnrt of the morbid group, there is, as 
a rule, a total absence of sensory phcnonicna in niyocbjiius. I'liere are 
no paraest^fcsis^ as airule; and the muscular contractions, though in 
their violence and persistency often fatiguing, do not give rise to any 
IMiin, and there is no blunting of sensation. There- may, howcvei', be a 
stiff feeling in the muscles, and pain in the Ixick ; and wamlcring ]Kiins 
in the limbs, have been noted. Romberg’s sign been present in 
some case}. 

Iteflexes .—The superficial rottexes are commonly increased, as in 
Friedreich’s case, though not necessarily so; the tendon jerks may be 
either unaltered, increased, or diminished. The sphincters arc iinaffected. 

l^ttychmH tlisturhnwcs .—Mental disturkinces are exceptional, althouf'b 
Raymond regards the intellectual faculties of the subjects of this dischse 
as rarely quite normal. In a cjise recorded by Stembo tbEre was some 
psychical (^sturbance, which manifested itself by verbal explosion.'} which 
the patient was unable to prevent, and which resembled the condition 



894 


SYSTEM OF MEDICINE 


met with in convulsive tie (p. 877). In two cases observed by Bresh 
there was progressive enfeeblement of intelligence, and a fatal issue. 

Trophic didurbarices .—As a rule there are no trophic disturbances; bi 
cyanosis of the extremities, profuse sweating, and similar vaso-motc 
troubles have been met with exceptionally. * 

Thorade and Abdomincd organs .—An excess of indidan has been»preseii 
in the urine in some cases, and in greatest ameunt on the patient’s bai 
days ; but many cases of paramyoclonus, otherwise typical, show np sue 
increase of indican. 

Diagnosis.—The affections with which paramyoclonus is likely to b 
confused are chorea, electric chorea, convulsive tic, and hysteria- 

Choi-ea .—As regards the diagnosis between paramyoclonus and ordinar 
chorea there ought, as a rule, to be no real diffic^^. The spasmodi 
movements in chorea resemble voluntary movements, and are the resul 
of contractions of groups of muscles in synergic combination. How fa 
this is from being the case in paramyoclonus I have already shown. Then 
again, voluntary movements usually evoke the movements of chorea, whereai 
in paramyoclonus it commonly happens that the involuntary movement 
are inhibited by volition. Furthermore, in chorea the movements an 
commonly unilateral; in paramyoclonus symmetrical affection of similj,i 
muscles on the two sides is the rule, unilateral affection being ar 
extremely rare event We have already seen that the face is affected 
only in about one-half the cases of paramyoclonus, whereas facial grimaces 
are among the most common manifestations of chorea. 

Electric chorea. —If by electric chorea we mean the affection described 
by Dubini (vide p. 864), there should be little difficulty in diagnosis, in 
spite of the occurrence of epileptic convulsions; Dubiiii’s disease is attended 
with high temperature, progressive paralysis with muscular atrophy, and 
loss of faradic excitability of the muscles; it runs an unfavourable course 
and terminates in death. There is much more likelihood of mistake in the 
cases of ordinary chorea in which the spasmodic movements are so sudden 
and rapid as to have suggested the name of electric chorea; but, in spite 
of this resemblance in the rapidity of the contractions, attention to the 
points indicated in the diagnosis of ordinary clx>rea s^ulc^, serve to 
distinguish this variety also. In the hysterical affection which has been 
called electric chorea the presence of the usual stigmata of hysteria are 
present, as a rule, and serve to distinguish it; moreover, as in chorea, 
the contractions are ^f synergic groups of muscles, such as cap be brought 
into action by an effort of the will, not of isolated muscles or parts«of‘ 
these. The condition described by Henoch as electric chorea appears to 
be none other than a form of tic or paramyoclonus; and in one of his cases 
the condition was associated with epilepsy. 

Convulsive tic .—If by this is meant facial spasm there i» nrf possfoility 
of Confusing the two conditions; for in paramyoclonus the face is com¬ 
monly spared, and when affected it is only as a pai-t of a more general 
exhibition of spasm. Moreover, facial spasm is dommonly uni^teral, and 
even when it becomes bilateral one side of the face is usually more 
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niarkedly affected than is the other. The clonic spasms Wonio 
more and more rapid during the attack until, when at its Jicight, they 
may so run into eacjji other as to result in tonus; then, as the att;vck 
is passing off, the clonic spasms become slower and slower until they 
ultimately cease. The sp{isms are restricted, sis a rule, to the distribution 
of the facial nerve,% restriction foreign to pjvramyoclonus as reganls any 
nerv'e-supply; they are evoked by voluntary movement or emotion, and 
are never inhibited by the former las is so often the case in paramyo¬ 
clonus. . 

If, on the other hand, by convulsive tic is mcjint the generalised atlectum 

_the “ maladie des tics conviilsifs ” of French writem (p. 873)—then there 

is more likelihoctl of confusion. In this condition, however, there is a 
peculiar mental state, and the face iiarticipatcs in the spiisms which take 
the form of gestures; *here is an impulsive tendency which the jKitient 
cannot resist, and which may be exhibited by the iniltiitioii of some 
gesture (echokinosis), the repetition of words (echolalia), or a tendency to 
blurt out obscene words (coprolalia). From this it will be obvious that 
there is little real similarity between the two neuroses; but examples of 
connecting links, as it were, between the two affections may cause a little 
(lifficulty at times, as in the case of a pjiticiit, like that observed by 
Stembo, in whom the myoclonic spasms were associate.! with an irre¬ 
sistible tendency to ejaculate ccrtiiin words and sentences. 

//f/s/cria.—Probably the most difficult problem 111 the diagnosis c)f 
naramyoclonus is its distinction from hysteria. Iiidee.1, 111 some cases, if 
we are to admit that cases like that reconled by HoHmann arc in reality 
cases of hysteria in the guise of paramyoclonus, the distinction becomes 
well-nigh impossible. For without the presence of the usual 

stigmata of hysteria to assist us such a case presents no difteicnccs fi.mi 
thf group which has been separated from the other motor noui..tic 
groups and designated paramyoclonus. AN hen epileptic ^ 

diagLis is mi^e certain. But, apart from thi^ if we att. b ite 
hysteria only such spasmodic movements as can be lejiKKliicMl 1.3 .1 
effort of the^will (the proper position to take in the 
me), then the distinction between the siiasms of hysteria and ^ 

paramyoclonus at once becomes evident. Moreover, in hysteria it uould 
SnSaniot to find some of the stigmata of this affectmn in a<l.lition 

to the spasmodic disorder. ,, , 1 • „ .. 

Promosis.— The affection is usually slowly progressive up to a 

•certain sta^; then it may remain stationary for many 
patient Tay ultimately die without any period of freedom from the 
Lisms In exceptiomfl cases it has been said to run a rapid course, and 
'rend fatelly within a few months of the time of onset. Spon- 

retoiric or r,«,verie. undor '’X X'Si £ 

the other hood, retapee. are common, 

existed it is apt to recur; more especially if the patient be *8^'” 

to the inf)pence of whaf seemed to be the immediate cause of the first 

attack. 
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Pathology. —No changes have been found in the neiiro-musculfii 
system to ascoiinl for the condition. Certain authors, notably Mobius, 
Striimpoll, Hirt, and Pitres, attribute myoclonus^ to hysteria; other.s, 
while admitting that there is a motor neurosis distinct from hysteria to 
which the appellation myoclonus or paramyoclonus is* applicable, neverthe¬ 
less consider that hysteria may present itself under the ^uise of myoclonus. 
Thus Hoftmann has recorded a case, which ho regards as of this nature, 
occurring as the result of a shock in 4 ;. girl, sixteen years of age, who had 
had a similar attack four years previously. Bottichor, who recognises 
two principal types of the aiFection, attributes the paramyoclonus of 
Friedreich to hysteria, while regarding the myoclonus of Unverricht as 
identical with Huntington’s chorea (p. 859). 

That hysteria should manifest itself in a mann«!.‘*more or less re¬ 
sembling the clinical picture of a myoclonus is scarcely surprising, when 
we remember how closely hysteria may simulate the manifestations of 
other affections of the nervous system; and especially when we remember 
further that paramyoclonus itself is a functional motor nem'osis. But 
the following considerations, among others, indicate that all cases of 
paramyoclonus cannot be hysterical. 

Perhaps nothing is more opposed to the hysterical hypothesis thaji 
the association of myoclonus with epilepsy. Again, in the present 
malady there is little evidence of the concomitance of any of the usual 
stigmata, one or more of which we e.xpect to find in a subject of hysteria. 
Moreover, were the condition h 3 'sterical, it would be not a little strange 
that men should be more commonly affected with myoclonus than 
women. While admitting, then, that hysteria, in the charactei’ of its 
manifestations, may resemble paramyoclonus, there appear to be good 
grounds for discarding the hysterical hypotheses, as inadequate to account 
for this kind of motor neurosis. 

Another conjecture is that myoclonus belongs to the group of chronic 
choreas. It is not improbable that a good many cases recorded as 
“ electric chorea ” belong to the group now under discussion. I have 
already pointed out that some confusion has arisen in the use of the name 
“ electric chorea ” for some cases of ordinary chorea in whkh t^e muscu¬ 
lar contractions have been unusually sudden; wheretis others reserve the 
name for the so-called Dubini’s disease. The chances of confusing 
Dubini’s disease and myoclonus is the grcjiter as_ both maj’ be associated 
with epileptic attack^; but the loss of motor power attended ]yith atrophj- 
of the muscles and loss of faradic excitability which form pajft of the* 
clinical picture of the former affection # serve to distinguish it from 
myoclonus. 

I have already compared paramyoclonus with “electric chorea,” with 
thf “ maladie des tics,” and with Huntington’s chorea. < • * 

*A thii-d view finds favour with Lugiiro and others. According to 
them the muSeular spasms in myoclonus are the “ exteriorisations, ’ so to 
speak, of a general myoclonic stote of the neurorA of the centijil nervous 
system; a state that may find expression in the fibrillarj' trembling of 
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neurasthenics, fibrillary chorea, or paramyoclonus of Friedreich, when the 
1 neurons of the anterior horns of the spinal cord are the seat o^ the morbid 
change; in electric chorea and common tic, when the motor neurons of 
the second order are involved ; and “ maladie dea tics,” when the psycho¬ 
motor neurons are implicated. ’ 

And,lastly, mmlt be mentioned Wagner’s suggestion that we should 
perhaps look to the thyroid for an explanation of the condition, as the 
muscular spasms of animals after cjctirjiation of the thyroid resemble 
those df paramyoclonus; and, indeed, that in a case of his such spasms 
were cured by thyreoidin. 

There is an equal want of unanimity of opinion as to the jiart of the 
nouro-muscidar sygtem that is at fault. Of the different views advanced, 
that of Popow, whiph supposes the defect to be in the muscles them¬ 
selves, may be dismissed at once. The points on which Popow liases 
his opinion are some of them erroneous, while others are too speculative 
to call for serious consideration. 

Friedreich’s view, subsequently supiiorted by Unverricht, that the 
scat of disturbance lies in the anterior horn cells of the s)iinal coni, has 
many adherents, including Lowenfeld, Mario, Ventick, and others; ainl 
one of the strongest arguments in its support is the symmctricid distribu¬ 
tion, and in some cases the isochronicit}'', of the myoclonic sjiasms. Against 
this view Minkowski and others have urged that thi! mu.sciilar spasms 
are essentially clonic, whereas spasms of s^iinal cord origin are tonic in 
character; but Unverricht points out that the neurons of the brain and 
spinal cord may both be concerned in tonic or clonic spasms, and that 
clonic sjmsms nniy derive from the spimil cord even after it has been 
separated from the brain. Turtschaninow has succeeded in evoking 
clonic muscular contractions experimentcilly in dogs, the spasms resem¬ 
bling the myoclonic contractions observed in Unvcrricht’s cases; and he 
found that the contractions continued even after ablation of the ceiasbrum, 
section of the cerebral peduncles, or transverse section of the spinal cord 
high up. 

Most of tho.se authors who have opposed the supimsition that the 
spinal cord is the seat qf the disturbance, have aflvanccd, as an alternative 
hypothesis,*thaf derangement of the motor neurons of the cerebral cortex 
is concerned in the sptisms; among them may be mcnti<jned Kubiiio, 
Seppilli, Minkowski, Grawitz, and Itaymond. 

It has been urged that the frequent association f)f epilepsy with 
mynclonus^is a strong argument in favour of the cerebral origin, as the 
former disease is essentially an ivft'ection of the cortex cerebri. So, too, 
the fact that the myoclonic spasms are increased before and after the 
epileptic attacks has been regarded as additional evidence pointing to the 
proliable dopegdence of the two conditions on some defect in thf 
same part of the central nervous system. As I have said, the cloific 
character of the spasms has been regarded as another point ill favour of 
the cortical basis of the* affection; and it has been stated further by 
some writers, such as Faymond, that, besides the influence of moral 

VOL. VII 3 M 



898 


SYSTEM OF MEDICINE 


causes in evoking or exaggerating the spasms, the intellectual faculties ot 
the subjecte of myoclonus are rarely quite normal. The presence of 
athetoid movements and hemianassthesia, in a case observed by Minkowski, 
is also regarded as supporting the cortical origin. The chief points 
urged by Unverricht and others agdinst the attribution to the cerebral 
cortex are that the spasms are symmetrical and often isochroi\pus, that 
they involve single muscles or parts of museles, and that even when 
groups of muscles are simultaneous^ involved they are not such as act 
together in synergic combination; whereas in all spasms known fo be of 
cerebral origin the muscles involved are those which are brought into 
action synergically, and which result in co-ordinated movements like those 
of volition; so that flexion of the elbow, for instancq. may be a conse¬ 
quence of the contraction of the group of muscles cqn3erncd in bringing 
about this movement, but that isolated contraction of a muscle, as for 
instance of the supinator longus, is never met with. It has further been 
pointed out that the most delicate electrical stimulus applied to the 
cerebral cortex can only evoke contractions of a group of muscles con¬ 
cerned in some particular movement, and never of an isolated muscle. 

The last suggestion that we have to consider is that, according to the 
phenomena, the motor neurons both of the brain and spinal cord may be 
affected; and that the neuroclonic state existing in the neurons of the 
anterior horns of the spinal cord or their homologues in the medulla 
oblongata and pons, may give rise to myoclonic spasms; whereas an 
altered state in the neurons of the cerebral cortex may bo subsequently 
and secondarily induced, giving rise to epileptic attacks. Or again the 
altered condition of the cerebral cortex, and the consequent epilepsy, may 
be primary, and the neuroclonic state of the neurons of the spinal cord 
may appear subsequently. 

In the present state of our knowledge of this subject all such argu¬ 
ments are of necessity largely conjectural; nevertheless, there seems 
much to recommend the last hypothesis. Indeed, it seems to me that, in 
a manifestation of a degenerative condition of the central nervous system, 
the degenerative changes in the neurons of the cortex, depriving them 
of sufficient control of the spinal neurons, may be, in part at least, 
responsible for the neuroclonic state in those of the spimfi co^ •, whether 
they themselves are so altered as to give rise to epileptic fits or not. 

Treatment.—It is naturally of primary importance that measures 
should be adopted ^.o improve the general condition, and to bring about a 
more stable condition of the motor neurons of the central nerY>us sy^em 
by improving their nutrition. Althougf^ the affection manifests itself so 
often without any evidence of an exciting cause, such should always be 
sought for, and if still found in action should be promptly dealt with; 
for it must be remembered that the longer some perijerted action of 
the motor neurons continues the more difficult it becomes to break them 
of a habit Aitablished by frequent repetition. 

Cures have been credited to the applicatitn of the constant current 
along* the spinal column; indeed it has been asserted that t^is mode of 
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treatment rapidly brings about recovery. Three points must be borne in 
mind, however: some patients recover spontaneously, lome pro jmssibly 
instances of hysteria in the guise of paramyoclonus, and, lastly, supposed 
cures have proved to be but temjmrary cessation of spasms which have 
returned after a sho^t interval, and’have persisted up to the time of the 
jiatient’s death: this was the case with Friedreich’s piiticnt. 

Hydropathic methods have also found favour in the treatment of 
myoclonus, either alone or variously /combined with electrical treatment. 

of drugs, arsenic, given in large doses, has the reimtation of procuring 
recovery in some cases. Chloral controls tlie sptisms temporarily, but 
when its use has to be long continued it loses its effect Tiic bromides 
have much less influence over this condition than over epilepsy. 

J. S. liisiKX Kusskll. 
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saltatoeY spasm 

Syn. — Saltatoric. spasm ; Static reflex spasm. 

This is a rare affection in which clonic contractions of the muscles of 
the lep are evoked directly the subjects place their feet on the ground 
with the result that the patient is raised a variable distance in the air 
ancl then let down again; the same thing being repeated time after time 
as long as the erect posture is maintained. 

Bamberger described the first two cases of thjs variety of spasm in 
1859; and similar cases were published subsequently by Beigel, Gutt- 

mann, Frey, Gowers, and others; but the total number of recoided cases 
IS small. 

Both sexes are prone to the affection, though males appear to be 
attacked a little more frequently than females. Cases of the kind have 
been met with at different ages between ten and seventy years. 
Pronunent among the etiological factors, in the majority of cases, is 
debility induced by disease, old age, or certain excesses; in all of which 
states depression of the nervous system is apt to occur. In a minority of 
cases epilepsy, hysteria, and other function.al disturbances of the ner\ ous 
system have preceded the appearance of these spasms, while in some cases 
the spasms seem to have been a manifestation of hysteria. In one case a 
convulsive seizure was the immediate precursor of the saltatoric siiasms. 
Apart froni the condition following immediately on some debilitating 
illness, as in one or two cases, no immediate cause can, as a rule, be 
traced. In hrey’s case the saltatoric spasm was really a symptom of 
chronic myelitis; paresis, muscular atrophy, and contracture formed iiart 
of the clinieal picture. 

The onset is usually abrupt, though in exceptional instances pre¬ 
monitory symptoms have been met with, such as stiffness in thj; legs or a 
subjectii e sensation of it, a sense of weight, or tearing pains; in other 
cases slight tremor has been observed. 

The essential feature of the affection consists in alternate contractions 
of the flexor and ext-ensor muscles of the legs, which may b'^ sufficientlv 
violent to throw the patient repeatedly into the air,—even to the grour.d'* 
unless he happen to be supported. In these or various jumping or 
hopping movements the feet leave the ground; but when the spasms are 
less severe the heels are drawn up, while the toes remain on the floor. 

I .have said that the spasms are induced directly the sob of the’’ foot 
tou'ehes the ground, and are repeated in rapid succession as long as the 
erect posture‘'is maintained. In the sitting or recumbent postures there 
is usually a complete cessation of all spasm, tflough slight rigidity or 
clonic spasm may persist for a short time; yet even in these positions 
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the spasms can, as a rule, be evoked in slight degree hy pressure on the 
5 oles of the feet.^ Muscles of the lower limbs other than those which act 
on the ankle joint nifty be involved, for in one of Sir William (.lowers’ 
cases those acting on the knee and kip were thus aflected. The distribu¬ 
tion of the spasm iij different cases varies a good deal; so that, although 
the spasms described in the legs arc the chief character of the affection, 
muscles of the back, faco, neck, and even of the pupils have been conccrnctl 
ill some cases. Thus in Bamberger’s sJeond case opisthotonos was produced 
by the contraction of the trunk muscles; in his first there was spasm of 
one side of the face, and the pupils were alternately dilated and conti-acted. 
The spasms induced by standing do not spread to the anns, but slight 
spasms have bcefj observed in the muscles of the anns when certain 
voluntary movemeiAs were peiiormed by the jiaticnt in the recumbent 
posture. Mental influences cause an cxaccrbiition of the spisms in some 
patients, in others arrest of the spasms is thus brought about. 

’The spasms usually continue for sei cial months; e.xcciitionally the 
duration has been less than a month ; in one {latient the duration was 
only a few days, in another they continued uji to the patient’s death, six 
years after their first appearance. Kccovery is usually gradual, and the 
spasms may recur after an interval of perfect freedom. 

Motor power is unaffected, as a rule, but a lery slight degi-eo of 
enfeeblement has been noted in some cases after the spisms had been in 
existence for some time. Tenderness of the spine has been found in 
some cases; and subjective feelings of dull pain in the logs, without 
cutaneous hypersesthesia or anaesthesia, has been noted. In iuldition to 
the peculiarities alreiuly desciibcd in one of Bamberger’s jaiticnts, dyspno’a 


and palpitation also were present. 

In the case in which the spvsms continued for so many years death 
was the result of enteric fever; in a case recordcil by Kollmanii death 
resulted from other severe disturbances of the nervous system. 

All the evidence at our disposal points to the spinal cord as the scat 
of the morbid changes. Moreover, it would seem that the abnormal 
irritability concerns especially the centres of the co-ordinated movements 
of jumping. It is interesting to note here that P’reusberg determined 
that in animals alternating flexion and extension of the legs can lie pro¬ 
duced in the lumbar enlargement of the spinal cord. Woroschiloff, on 
the other hand, found that, in the rabbit, a centre concerned with the 
co-ordination*of springing movements of the legs exiAs in the upper part 
of the spiflal cord. 

I'reusberg’s results obtain support from an observation by Sir William 
Gowers in man, in a case of paraplegia with evidence of a transverse 
lesion,in th^ thoracic region of the coni ivith complete motor paralysis; 
in this patient‘pressure on the soles of the feet evoked alternate flcx’/jti 
and extension at the hip, knee, and ankle joints, so that tjie feet were 
drawn up and pushed dojvn alternately. 

Frey aStributed the spasm to tension of the muscles, and showed that, 
in his case, the reflex action did not take its origin in the skin ; but from 
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one of Bambergei’s cases, on the other hand, it would seem as if the 
latter mode of origin were possible. 

Diagnosis. —The jumping may suggest spasm6dic tic, or one of the 
allied conditions that have been described in tha]^ section; but apart 
from the fact that in saltatoiy spasm no muscular^ contractions occur 
except when pressure is made on the feet, the lower limbs are tBe parts 
most characteristically affected, and therC is no tendency to explosive 
utterances or mimicry, nor to liied ideas — features which are so 
prominent in the clinical picture of convulsive tic. There is little 
likelihood of confounding the condition with chorea, for, though the 
involuntary movements of the legs in that affection may be exaggerated 
by walking, they are usually also well marked wh^n the patient is 
recumbent; moreover, they arc wanting in the regiflarity and precision 
of those of saltatoric spasm, and are increased when the subject is under 
observation. 

Treatment does not appear, as a rule, to influence the course of the 
malady; and, though morphia seemed to have a beneficial influence in one 
of Bamberger’s cases, sedatives appear useless. In one of Sir William 
Gowers’ cases the manifestations of the affection were dissipated, on the 
second day of attack, by means of free diaphoresis in a hot air batih. 
The line of treatment on \rhich most reliance must be placed is 
that of administering tonics, and adopting other measures calculated to 
build up the system generally and to improve the tone of the nervous 
system. 

J. S. Kisien Bussell. 
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HEAD-NODDING 


Syn.— Head jerking ; Nodding spasm ; Spasmus nutans ; Salaam spasm : 

« Cryrospasm of the heaSl; Eclampsia rotans. 

Introduction.—^This is an affection of early infancy in which no«lding, 
lateral or rotatory movements of the head occur from time to time, with 
or without nystagmus. 

Of the names* that have been proposed for the condition, “ Heml- 
nodding,” imperfect aS it is, is on the whole the most satisfactory ; 
some of the others suggest a spasmodic character, whereas the movements 
are peculiarly free from spasm; and others again are apt to Icail to con¬ 
fusion with a somewhat different aftcction—known variously as “epilepsia 
nutans,” “eclampsia nutans,” and “tic salaam,”—which is a form of 

epilepsy. , 1 u- 

• The first published observations said to be on head-noflding were 

by Romberg and Henoch in 1851. In 1890 the late Dr. Hadd^sn 
published a paper on the subject in the Hfncet, and subsequently another 
account, based on a larger number of observations, in the St. Thomas s 
Hospital Reports for the same ye»ir. Two years later Dr. Peterson of 
New York recorded his experience of five cases of the aftcction m a 
ijaper entitled “Gyrosiiasm of the Head in Infants.^ Among those w o 
early called attention to the condition in this country are Dr. btephen 
Mackenzie and Dr. Gee. 

Causation.—No special hereditary influences appear to have been 
traced in the large majority of these cases; but in exceptional msUnces 
more than one member of the same family has been affected. M Gilhvray 
has, however, recorded a remarkable series of cases m which nystagmus 
and head movements were met with in adults in whom the condition was 
congenital»and.rf;ould be traced with certainty through four generations 
and there is a probability that the manifestations of the malar y had 
appeared two generations earlier still. The condition is essentially one 
of early infancy, most cases occurring under one year of age, the majority 
between six^nd twelve months; though Henoch has recorderl a case in 
*a <!hild arf old as three years. In M'Gillivray s cases the iiaticnte reached 
adult life with the malady still mpon them; and ^nnatync has recorded 
a case, in a man aged forty-three years, in whom the affection dated from 
birth or soon after. The age position in a family seems to make no 
difference, *and, according to Hadden’s figures, males and females appear 
equally liable, though Aldrich alleges a preponderance of females, a state 
of things which obtained in Raudnitz s series of cases. ^ 

Henoch attaches especial importance to dentition ^ an impediate 
cause, although he suggests that other forms of reflex irritation may be 
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similarly operativ/j. *Hadden, however, met with cases in which dentition 
neither caused nor aggravated the movements; and in most of his cases 
the usual local and general signs of disturbed dentition were absent. 
Moreover, head-nodding may mak^ its appearance at a time when 
teething is not active, as for instance at the age* of two months, and 
even younger. Peterson’s observations also fail ti support Henoch’s 
view. It is, however, worthy of note that rfllapses have occurred in 
cutting of a tooth, and that in acases of head-nodding tecthjng is 
occasionally late and slow, even in the absence of rickets. 

The children are usually in excellent health, and there appears to be 
no reason to regard artificial feeding as a factor in causation. Although 
only two cases in Hadden’s first series presented signs of rickets, this 
condition was evident in nine out of the twenty-ontf cases of his second 
series. Congenital syphilis appears to play no •'part in the etiologj'. 
Any debilitating disease may aggravate the movements; whooping-cough, 
for instcinco, measles, and aphthous stomatitis have played this secondary 
part. 

The patients have, as a rule, been born in natural labour; but after 
birth a history of falls and blows to the head has been obtained often 
enough to justify the belief that such traumatic influences may playtia 
part in the causation; indeed, Peterson, Hirsch, and others I'egard 
traumatism as the moat potent of the proximate causes. Peterson 
reminds us of the effect of a severe concussion of the brain in adidts in 
evoking nystagmus, although this is only temporary. Some of the 
relapses that have occurred after the movements had ceased have 
certainly been closely related to injuries. 

There does not appear to be any close relation between this affection 
and the convulsive state in general. In only three of Hadden’s second 
series of cases was there a personal history of convulsions, although in six 
instances other children in the family had had convulsions. 

Some of the children have had a peculiar way of looking at objects ; 
but most careful testing of vision in these cases has failed to discover any 
defect, and the ophthalmoscopic appearances have been normal. 

Pathology.—As none of the cases of head-nOdding ^ppeer to have 
furnished an opportunity of necropsy, we know nothing of its morbid 
anatomy. It is highly improbable, however, did the opportunity for 
examination present itself, that any gi’oss changes would bo found in 
the nervous system to account for the affection. The malady obviously 
belongs to the large group of functional neuroses in which no morbuf 
histological change is to be detected by the most delicate methods of 
examination that we have as yet at our command. Consequently, 
as with the other members of this great group, its pathology b uncertain 
aqd obscure. ' 

*'0f the different surmises concerning its nature that of Hadden has 
most to recoftmend it; ho regarded the symptoms as due to instability 
of the qiotor centres of the cerebral cortex with cdHisequent disjiwangement 
of movements during their evolution in the infant. He points with 
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much reason to the fact that the first acijuiri^ ijiovcnients of the 
young child are those of the head and eyeballs, which do* not become 
narmoniously associated until the fourth month indeed, for a consider¬ 
able time after this date the voluntjiry movements of the hoiui are ataxic. 
If, moreover, evoliUion in some of these children is unusually rapid, as 
seems to be the case, there is still greater reason why the movements of 
the head and eyes, beihg precocious, should be spocLally liable to dis¬ 
arrangement. '• * 

In short, the voluntary or purposive movements of the bead ainl 
eyes are not at that age sufficiently registered in the psycho-motor 
centres of the cortex, and dissolution results from the inability of the 
cortical centres to cope with work which has been too early cxjiccteil of 
them. * * 

Others have regarded the condition its more of the nature of a habit 
or trick, and thus allied to the simple tics or habit-spasms of later 
childhood. 

Symptoms.—Two symptoms arc pre-eminent in the clinical picture of 
this affection ; spontaneous movements of the; head and nystfigmus. 'I'his 
statement is in accord Avith my own experience, and is further siijiported 
Ijy most of the published records of such cases ; though at variance Avith 
the experience of Peterson, Avho concluded that nysfaignius is not usually 
associated with the head movements, but is only an occasional con¬ 
comitant. Despite Peterson’s vicAV, however, there can be little doidit 
that the condition Avhich permits the nystsigmus is an integral part of 
the morbid state Avhich pei-mits the head-nodding. 

Although the affection is spoken of fis “ head-nodding,” as a mattei- 
of fact a pure nodding moA’oment, such as is made in giving assent, is 
rare. When it occurs it exactly resembles the movements of the head of 
a mandarin doll. In one of Henoch’s cases the Avhole of the body Avas 
bent fonvanl as well as the head, so that the movement moi’c closely 
resembled a salaam; but it seems possible that this Avas a case of 
eclampsia nutans rather than one of the class avc are iioav con.si<lcring. 

A lateral movement of the head, such as th.it which signifies tiegation, 
is the m^st cpmmoit. Hadden evidently distinguishcfl simple lateral 
movements of the head from rotatory' movements ; but this distinction is 
not obvious in the Avritings of others, and in the cases which I have 
myself seen the lateral movement was one of rotation. In all of the five 
cases observed by Peterson the movement was simply rotatory, cA'en 
*Avfthout any nodding. 

The nodding or lateral mevements may be present alone; but more 
commonly they are variously combined in the same case; thus the one 
movement may be observed at one time Avhile the other is seen at 
another; tiiey may alternate during the same period of the affection,>at 
one moment the one, at the next the other manifesting itself; or the one 
movement may run so rapidly into the other as to make iit difficult to 
say which is the dominant factor in the combined movement which 
results. Henoch found that in many cases the rotation movements were 
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most marked and the nodding only slight; though he met with nodding 
more frequeittly than did Hadden, who only met with pure nodding in 
single instance, and in this case the child’s mother said that lateral’ 
movements were present sometimes. , 

The movements of the head vary in rate in different cases; they are 
usually slow, though in some instances they are mucrf more rapid ; they 
may he almost constant, or may occur at varying intervals. Nearly all 
observers are agreed that the move*aents are especially prone to .occur 
during efforts at fixation and during excitement; Peterson, on the 
contrary, stated that they became arrested when the child’s attention was 
called to an object. The movements always cease when the child lies 
down, when it is asleep, and, according to Mills, w<ien its eyes are 
covered. * 

As I have already said, nystagmus is usually* present, and, like the 
head movements, it may be almost continuous, or may occur from time to 
time at varying intervals. It may be vertical, horizontal, or rotatory; 
and, although usually present in both, one eye may be affected alone; 
even when present in both, it is not uncommon for it to be more 
pronounced in the one eye than in the other; moreover, the character of 
the nystagmus may be different in the two eyes. 

The nystagmus may come on simultaneously with the head move¬ 
ments, may precede them, or may follow them. Now, as head movements 
may occur alone throughout the whole course of the affection, may there 
not be cases essentially of the same nature which manifest themselves 
only by nystagmus—albinism and obvious defects of vision being of 
course excluded ? In my opinion there is much to be said for this view, 
and little against it. 

When nystagmus and head movements are associated at the same 
period of the affection, they may occur simultaneously, or the two 
conditions may alternate, so that at one moment head movements are 
seen, and at the next they are replaced by nystagmus. The nystagmus 
is much more rapid than the head movements, and has an independent 
rhythm even when the two phenomena occur simultaneously. The 
usual rate of nystagmus is about four to six movetfients apr sacond. It 
cannot be said that any one variety of nystagmus is constantly related to 
any given movement of the head (as, for instance, vertical with nodding, 
and horizontal with lateral movements); for, although in some cases such 
a relation obtains, iit others every variety of combinations «’s met with. 
When the nystagmus is unilateral the head may move eithev to tBat* 
side or away from it. * 

The nystagmus, when absent, may be evoked by any attempts at 
fixation, and also by forcibly restraining the head movemente; sa too, 
either of these devices will accentuate nystagmus already present. It 
has-been noted further that the nystagmus may be more pronounced in 
certain positfons of the eyes than in others; thus in one of Hadden’s 
cases it^was most marked when the eyes were directed to one side, and 
least so when they were turned in the opposite direction; in another 
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child the nystagmus was especially evident when the ^yes were directed 
jipwards. Moreover, the character of the nystagmus may ichniigc with 
alteration of the position of the eyes, as in Gordon Norrio’a uvsc, in 
which a horizontal nystagmus tendpd to become vertical when the eyes 
were turned upwarfis. The eyelids shared in the movements of the 
globes fn one of HMden’s cases. 

Another ocular defeat that has been met with in some ciiscs of head- 
nodding is strabismus, which appears usually to be convergent. InsUinccs 
of this association have been reported by Henoch, Geo, Hsulden, and 
Peterson; and slight transient squint was noted in a case recently 
recorded by Aldrich; Bannatyne’s case in the adult also presented this 
phenomenon. Ia one of Hadden’s cases, in which nystagmus was absent, 
the movements of* the head were preceded by lateral deviation of the 
eyes. ’ 

The pupils usually present no abnormality, though the condition of 
hippua was present in Norrie’s case and in one of Hadden’s. The latter 
observer also found the reaction of the pupils on convergence poor in one 
case, and in another, in which nystagmus was limited to one eye, the 
pupil on that side acted bettor consensnally than on direct stimulation. 
Vi all the cases examined the discs have been found normal; in two of 
Hadden’s patients the fundus was light coloured; in one of these there 
was a slight crescent of atrophy round the disc, in the other there was a 
deficiency of retinal pigment. 

I have said that there has been reason to suspect faulty vision in 
some cases, though careful testing of sight has failctl to estimate any 
defect of the kind. One of Hadden’s pitients threw its head back, ami 
partially closed its eyes on looking at anything; another of the children 
looked at objects sideways, and usually to the right; in a third the 
mother believed that the child could not see with the left eye, because, 
when its attention was directed to anything, it turned its head to the left 
and “ looked out of its right eye.” Yet in none of these cases was Mr. 
Marcus Gunn able to make out any defect of sight, and the ophthal¬ 
moscopic appearances were normal in all of them; it is worthy of nt)te, 
however, Ahat^n the*third child referred to above nystiigmiis was limited 
to the left eye, and may have accountetl for the child’s preferring Ut 
make use of the right eye alone in looking at an object. Indeed it 
seems probable that some form of visual defect, or possibly nystagmus, 
must accouat for the children’s behaviour in these oases. 

* Attacks of momentary loss of consciousness occur in some cases of 
head-nodding; the head and eyes may be turned to one side, but without 
anything of the natime of a general convulsion, the seizure resembling 
rather attacks of petit mal. In none of these cases has a personal or 
family histoiy of convulsions been obtained, and none of them has l^en 
known to fall into genuine epilepsy later in life. '* 

Mentally the children are usually particularly bright, in some 
instancesk even precocious, taking notice unusually early; on the other 
hand, in a few exceptional cases, there has been distinct mental defect. 
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In the latter cas^, it has usually been that the child, intelligent and 
happy when* it first came under observation for the head movements^ 
subsequently became cross and passionate, or les% intelligent, irritable, 
and forgetful; in one of Hadden’s^ cases, a child whose intelligence 
was above the average had occasional outbursts of laughter. But so 
far as can bo ascertained, even in cases of this kind, nd permanent mental 
defect results. 

One other symptom, present ii» two of Hadden’s cases, mqst be 
referred to, namely, rigidity in the muscles at the back of the neck; a 
fleeting phenomenon, like the other manifestations of the affection. In 
one of the cases the head was retracted, and when passive attempts were 
made to draw it forward the child cried. 

Prognosis is highly satisfactory; in time total cesbdtion both of the 
head movement and of the nystagmus has been noted in the majority of 
the cases, though the latter usually persists longer than the former. 
The duration, however, varies in different cases, and whereas, in some 
cases, all movements may cease in the course of a few weeks, in others 
they continue for months. Moreover, after they have ceased, they tend 
to recur under any exciting or debilitating influence; or the nystagmus 
may recur without the head movements. In one of Hadden’s casQ^ 
nystagmtis was still present after a period of seventeen months, and we 
have seen reason to suppose that the condition may persist to .an 
julvanccd age, as evidenced by M'Gillivray’s and Bannatyne’s cases. 

Treatment.—It is probable that without treatment most of these cases 
would end in recovery in the course of a few months, or it might be of 
years ; but they certoinly appcivr to be favourably influenced by treatment. 
The drug which appears to be of most service is bromide of potassium, 
given in doses of one and a half to three grains, three times a day, to 
infants at the age when the affection is most commonly met with. It is 
especially important that bromides should bo administered in the cases in 
which attacks of loss of consciousness occur; moreover, such treatment 
should be continued for a longer time than would otherwise be necessary. 
Belladonna may be combined with the bromide, and later steel wine or 
syrup of the phosphate of iron may be substituted^ for sijfl^^wes. The 
latter measures are especially indicated in the exceptional cases in which 
nutrition is poor, or there are any evidences of rickets, when cod-liver oil 
or some preparation of malt will also be found useful. 

J. S. EiSIEN SuSgELL. 
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ECLAMPSIA NUTANS 

Syn.— EpUepskinvtans; Salaam coiiruldons , Sj)itsiiiii>i niifaiis; Tie milaaii). 

Newnham furnished the first satisfactorily recorded account of cases 
of this kind in 1849; a year later M^llshire published a case, together 
with an account of the salient features of the affection. In this same 
year two cases were recorded in Germany by Faber, and, acconling to 
him, Romberg would seem to have been the only German oliserver who 
had previously noticed it. 

'The malady is one of childhood, nearly all cases occurring lietwcen 
the period of first dentition and puberty ; it is characterised by peculiar 
Ixiwing movements of the body, the whole trunk moving forwanl and 
downward, so that sometimes the head nearly touches the knees ; in other 
cases, however, the body and head are only bent slightly forward. This 
movement occurs in jiaroxysms which may be repeated as often as fiO 
to 140 times a day ; and each attack may be made up of 20 to 100 
bowings. In other instances the attack has occurred once a <lay oidy, 
and that at some stated hour, as for instance, in one of Faber’s cases, at 
11 A.M. ; a second attack sometimes occurrcil in the evening. Some¬ 
times the patients are free from attacks for intervals of a few days. 
Nodding ipovements *f the head accompiny these “ Salaam convulsions,” 
as they have been called; moreover, nodding movements of the head may 
be the first abnormal phenomenon, the bowing forward of the trunk 
lieing added subsequently, as in the case of his own chil<l recorded by 
West in 18^1. 

The severer bowing attacks have been observed to follow sleep ; an<l 
it is said that their severity appears to be sometimes proportional to the 
depth of the preceding sleep. During sleep, however, all such movements 
are in complete abeyance. During the attack the child often seetns 
bewifderedj but consciousness is not completely lost; and, though after a 
paroxysm the patients may be drowsy and exhausted, in other cases they 
are quite bright and happy as soon as the bowings have cetJled. 

As t^e case progresses more general automatic movements are 
observed to occur, and these may take the form of epileptiform or 
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tetanoid attacks; ^and subsequently paralysis, of paraplegic or hemiplegic 
type, has bwn met with in some instances; though this does not appear 
to be an essential part of the malady. In rega^ to the epileptifomt 
attacks momentary loss of consciousness has been observed, in some 
instances, immediately preceding the convulsion! in the limbs; in 
other cases of eclampsia nutans no affection of conCciousness has been 
noted. The epileptiform attacks may increase ia frequency, and indeed 
the child may ultimately become epileptic. 

There is a pronounced alteration of the mental faculties in* these 
patients, so that, although apparently perfectly normal in intelligence 
before the onset of the malady, they subsequently have an imbecile 
appearance, and their mental faculties do not give ei(idence of having 
reached a due stage of development. Finally, contpiete imbecility or 
idiocy may result, from which the patient may, hofvever, recover, though 
slowly and with difficulty. 

This affection does not appear to have attracted much attention 
during recent years; but many of those who have furnished us with 
accounts of the condition already described as “ head - nodding ” have 
insisted that that affection is to be distinguished from eclampsia nutans, 
which latter condition they assert to be an independent malady, and, 
moreover, an epileptic manifestation. * 

To deal with the second point first: it is open to question whether 
the assertion that eclampsia nutans is a form of epilepsy is justified by 
the facts at our disposal. Faber was of opinion that the malady could 
not be so regarded, seeing that loss of consciousness, one of the principal 
symptoms of an epileptic attack, is sometimes absent, as in one of his own 
cases. That true epileptic attacks may occur in association with the 
other manifestations of the affection does not prove that all the manifesta¬ 
tions are epileptic. Wo might indeed, with as much show of reason, 
regard head-nodding itself as an epileptic condition, as attacks of petit 
mal are sometimes associated with the other phenomena j so again 
paramyoclonus should be similarly regarded, for of it epilepsy is no un¬ 
common accompaniment. 

In considering wherein the malady differs from that which Ijas already 
been described under the title of head-nodding (p. 903) tSere are several 
points deserving of attention. Although cases of eclampsia nutans have 
been met with in families free from any hereditary taint of neurosis or 
mental affection, in qther instances the converse has been nobble. Then 
again the condition manifests itself later in childhood than hea(^-noddi»g,« 
so that, although it may appear at six mviths, it may not do so until the 
child is as nuiny years of age. So, too, the more general automatic move¬ 
ments prone to occur with “salaam convulsions” are foreign to the 
oij^inary cases of head-nodding. Moreover, the association, of eclaftipsia 
nuAms with epilepsy appears to be more intimate; and while the attacks 
of petit mal! which may accompany head-nodding do not persist, the 
attacks in eclampsia nutans may, as I have said, Continue pern^nently as 
genuine epilepsy. Again, although some mental defect has been observed 
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in certain cases of head-nodding, it has never attai'ncd the degi’oe met 
with in eclampsia nutans; furthemorc the mental defects have been 
transitory. ’ 

That no very hard and fast line separates the two aflections—head- 
nodding and eclampsia nutiuis—mAst be evident from w'hat has alroiuly 
been said of the maladies. To emphasise this jmint further, however, it 
is worthy of note that, in one of the csvses included by Henoch in his 
description of head-nodding the movements were not confined to the 
head, but the whole body bent forward, as in eclampsia nutiuis j Finlayson, 
on the other hand, in 1877, recorded a case as one of eclampsia nuUns 
which unquestionably should belong to the category of hejid-nodding, if 
a distinction between these two affections is to be drawn. Nystagmus 
was preseTit in it]jis latter case, as in others recorded jw insUuices of 
eclampsia nutans; bqt how many of these cases were hcjwl - nodding 
proper it is not easy to estimate. Squints have also been noticed in 
cases of eclampsia nutans. 

Eclampsia nutans may then after all be but a more aggravated form of 
the same malady w'hose milder manifestiitions arc seen in the condition 
known as hesid - nodding; and even if the evidence bo considered in¬ 
sufficient to alloAv of our coming to so definite a conclusion, it must be 
Admitted, nevertheless, that the two affections arc closely allied. 

J. S. UlSlKN liUSSKLU 
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existence of any special danger at “the change of 
S^eratJ^^^"^* transition has certainlybeen very much 

Age, sex, Awedify.—The influence of heredity is considerable at 

every age, although it lessens progressively as life goes on. Combining 
the cases seen in hOTpitalwork with those seen in private, we find the 
total percentage of heredity is 41 per cent—almut 8 per cent less than 
that found in the cases seen only in private. In the first 20 years the 
percentage of heredity is 44, fn the second 39, in the thii-d 29. Cases 
with inheritance are met with up to the latest period of life at which 
epilepsy begins. 

The proportion of the sexes in the cases in which heredity can be 
traced is almost the^me throughout life as in the totol number at ejwh 
period of life. 

The large proportion of cases in which no predisposition can lie 
traced need occasion no surprise, if we remember that the conditions for 
the sudden release of ner\ e energy essential to the normal action of the 
brain, must entail a liability to abnormal readiness to discharge on such 
slight disturbance of nutrition as may be conceivably brought about by 
causes which we cannot at present recognise. 

Proximate causes .—So far as we know and can interpret the facts of 
the disease, we regard a certain persistent condition of the nerve tissues 
as the most general element in the causation. In a considerable propor¬ 
tion of the cases, however, the first attack is referre<l, with more or less 
reason, to some more immediate cause. In most cases this morbid 
influence is too slight to do more than determine an event for which the 
conditions exist. It is either like the giadual rise of temperature which 
brings about explosive combustion, or a spark which immediately excites 
a discharge of explosive material. 

In one-half the cases a proximate cause can be traced. Such a cause 
is more frequently met with in males than in females; perhaps because 
the predisposition is more powerful in the latter and needs an exciting 
influence less frequently. In infancy, nevertheless, the first fit seems to 
be excited as frequently in one sex as in the other. After puberty, and 
to the end of life, a proximate cause is recognised more frequently in 
males; and after 50 it seems to be rare for the onset not to be distinctly 
excited. 

Partieulfv causes .—Infantile causes.—considerable number of cases 
^>f epilepsy date from infantile convulsions. In most of these the first fits 
occur during retarded dentition (commonly with other indications of 
the state caUed rickets) as definite convulsions, or as very slight “ minor ” 
attacks; these persist to puberty, and then become definitely epileptiform. 
In other cases they may cease for a year or two and recur as mino»- 
attacks. There is every gradation between persistency and an interval 
lasting from the first dentition to puberty. Tliis suggests t&t the early 
convulsion^ had produedti a lasting modification of the brain, one facilitat¬ 
ing thei tendency to discharge at certain developmental e 2 H>chs, and when 
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some Q^ieitetion induced an attack. In about one>tenth of the total 
mimtiAr of cases of epilepsy some such influence must be ascribed to 
infantile convulsions. ^ 

The popular connection of these fits with the process of teething has 
probably a very slight foundation in fact. A ^ght local irritation may 
have an ay niring influence, but the chief factor is the general retardation 
of development. This of necessity has most''influence on the nerve 
structures, which are either the least developed structures, or have most 
recently attained structural completion, l^e highest, controlling centres 
are latest to develop, and will suffer most from any hindrance to develop¬ 
ment The motor centres which subserve reflex processes in the cord and 
brain have then an insubordinate excess of function; and among these 
lower centres we must include the structures of the pi6tor cortex as well 
as those of the spinal cord and mid-brain. It is not difficult, therefore, 
to perceive a process by which simple retardation of development shall 
induce the reflex over-action which gives rise to tetany, to carpo¬ 
pedal contractions, to laryngismus stridulus, and to actual convulsions. 
The influence which is exerted by this process leads to ordinary 
idiopathic epilepsy; but the attacks which connect the early and later 
attacks are often those of the minor form, and their character and 
significance is commonly disregarded by those who have the care of a 
child so affiicted. 

In connection with the early origin of epilepsy, it should be noted 
that cases of another class are due to the sudden occurrence of a 
cortical lesion on the surface of the brain at some time in the first two 
years of life. This may cause hemiplegia, transient or persistent; or an 
initial weakness so slight as to attract no notice, especially if the lesion be 
the result of some prostrating illness. In the latter case the lesion is 
near the motor centres, but does not involve them; and disease so 
situated is especially apt to give rise to subsequent convulsions. These 
cases are distinguished by the severity of the initial coflvulsions, by their 
frequently unilateral character, and by the fact that the slighter fits at a 
later age distinctly begin on one side and involve this chiefly. Although 
such cases are essenti^ly different from those of^ idiopathic nature, the 
frequently recurring discharges seem to induce a similar state of the brain; 
and not uncommonly minor attacks appear quite similar to those of the 
idiopathic form. 

In a few cases, which must be referred to infancy, although the 
attacks may present themselves at a later period, the cause is damage to 
the cortex during the process of birth. The amount of mischief in these 
cases is seldom sufficient to cause the characteristic bilateral motor 
affection known as “ birth palsy ”; and the recognition of the cause 
k often difficult. Cortical injury is to be suspected, however, when 
convulsions are manifested in the early infancy, or after dentition, of first 
children w^ise birth had been tedious; and this is especially probable 
when symptoms during the first days of life p6int to some (amount of 
meningeal hemorrhage. 
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r^rym <a near, the motor cortex may lead to re«sumng convulsions : 
but theM begin in particular parts which correspond tc the position of 
the Imon. CMes are rare. In some cases, however, general 

convulsions, hke those of idiopathic epilepsy, follow some more general 
roncuBSion which has possibly a widespread influence on nutrition. Yet 
it must M remembered that injury involves a mental as well as a 
physical shock, and mental shock, as will be seen, is a potent cause of 
epilepsy. 

Toosic injluence. — A firs^ fit may occur during or immediately 
after an acute specific disease; but only one specific disease has this 
sequence in any considerable proportion of cases of epilepsy. This is 
scarlet fever. The firat fit may occur during the disease, and when it 
occurs after it thbrp is seldom any renal sequela with which it can bo 
associated. 


In rare^ cases some other toxic state of the blood is the apparent 
cause. This may bo due to some perverted chemical process within the 
body, such as that which results from chronic kidney disease, in which 
recurring convulsions may apparently arise independently of urairaia 
in the strict sense of this word. It must be remembered that the 
abnormal chemical process which we can trace must be associated with 
other chemical changes that we cannot trace, and that these may often 
have far more toxic results. 

Emotimid disturbance .—As a direct excitant of the first fit intense 
sudden alarm takes the first place. It can be traced in a considerable 
proportion of cases. In many instances the cause of the alarm seems 
absurdly inadequate; but that which seems inadequate at first sight 
may not seem so on further consideration. An illustration may be 
given to which particular exception was taken by a French author, when 
it was first mentioned, on account of its trivial character. Mere minute¬ 
ness of excitant, however, becomes unimportant if it act as the spark 
in an explosion ?>f gunpowder; and it must be always kept in mind 
that the essential c^use is the internal predisposition. The instance 
referred to is that of a nervous sentinel who was on duty one dark night 
near a churchyard. 4- vrhite goat suddenly ran across the churchyard 
and jumped upon the low wall. The man, convinced it was a ghost, shook 
with terror, but was unable to desert his post. An epileptic fit soon 
followed, which was succeeded by others. 

The disturbing effect of sudden fear seems the greater when it cannot 
*have its normal consequence, namely, the energetic discharge of the motor 
centres to escape from dangers There is action upon them, but it is 
perverted in effect; it disturbs their nutrition and deranges their function. 
The immediate effect is seen in the trembling, which has thus become a 
synonym forbear; the remote effect is seen in such maladies as epilepsy, 
chorea, paralysis agitans. 

A true epileptic fit seldom follows the sudden fright inftantly. An 
instant fitsis more comiftonly hysterical, and sometimes perhaps preserves 
the paurient from the more enduring malady. An epileptic fit generally 
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ooeora within a week, and if a longer interval elapses the relation to the 
cause is doubtful 

Prolonged anxiety seems also to be a definite cause, although the 
more gradual mode of its influence makes it less easy to trace with 
certainty. Acting upon a predisposed person it seems to be influential 
at all ages, and in the later period of life often mthout any predisposition. 
The afiection commences then chiefly in the malu sex, and it is rare for 
the sufferer not to have been subjected to a long mental strain. The 
way in which this cause acts is less perceptible than in the case of sudden 
fear. It doubtless depresses the nutrition of the whole nervous system, 
for there are few chronic degenerative diseases of which it may not be a 
cause; but probably its influence in producing epilepsyt as with the other 
causes in earlier life, is the result of a definite predisposition on the part 
of the structure concerned; how this predisposition arises we have no 
knowledge. 

Bji^ex. causes .—^The chief peripheral irritation which can be regarded 
as a cause is that of intestinal worms. It seems to be only from irritation 
in the intestine that general convulsions result. These cases illustrate 
the manner in which convulsions are self-perpetuating by the primary 
disposition already mentioned. 

Irritation of the nerves of the limbs is so rare a cause of epilepsy 
that doubt as to the occurrence of fits from this cause is not unreason¬ 
able. It is certain that they occur too seldom to merit special 
description. 

Symptoms.—The severe epileptic fit is that which has always been 
the recognised type of the diso^er, and therefore may be first described. 
The sufferer, with or without some momentary sensation—a sensation at 
the epigastrium, or of some special sense of vertigo or the like—becomes 
tuiconscious and falls, often with violence, as if hurled down. The fall is 
often such as'to cause some injury to the patient, or to involve him in 
some danger, as of fire or water. The fall is due to ihvoiuntary spasm 
inconsistent with the maintenance of the upright posture, whether of 
standing or sitting. The spasm is tonic, and affects all the muscles 
of the body; in those of the chest it occasion^ an expiration which, 
if it coincide with spasm of the laiynx, may cause a strange cry. 

Although general, the spasm is seldom equal on the two sides; the 
head therefore deviates to the side on which the spasm is most intense, 
and the arms are not moved equally. They are often slightly iflexed at the 
elbow, which is separated from the trunk; and the fingers are in strong 
“interosseal flexion.” Occasionally the-hands and wrists are strongly 
flexed, in which case sometimes the elbow is also flexed and the hands 
are brought in front of the body. The legs are usually extended, 
((^though often not completely. In some cases, with stronguflexion of the 
arms, the legs are drawn up. The mouth generally deviates a little 
towards thd side of the greater spasm, towa^s which also the eyes are 
often directed. After about 30 seconds, during Vhich time the arrest of 
breathing renders the face cyanotic, tremulous variation in the tonic 
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^ spasm is observed; this soon increases to definite rei^isaions, and to 
the jerks of^ the clonic stage. The remissions deepen until they be¬ 
come intermissions, and soon aftenvards, at the end of about another 
minute, occurs the last jerk, which is often as violent as those which have 
preceded it; the patient flhen lies in a state of exhausted relaxation. 
During the stage of clonjp spasm the cyanosis lessens, because there is 
movement of air into and out of the chest; this causes saliva to be 
frothed out of the mouth, often attended with blood in consequence of 
the tongue being bitten. The tongue shares the clonic spasm, and on 
account of the inequality of this the tongue is pushed to one side, so 
that the edge is cut between the jaws. As it is very rarely pushed 
between the teeth ijaforo the jaws are brought together, the tongue is not 
usually bitten in the %tage of tonic spasm. Some patients never bite the 
tongue, apparently because of some special character of the spasm. Urine 
is often passed during the attack, a symptom which is prolmbly due to 
extension of convulsive spasm to the wall of the bladder, seeing that it is 
discharged with violence, and in no proportion to the degree of general 
muscular contraction. 

Attacks occur of less severity in every degree, even to that in which 
the occurrence of muscular contraction can scarcely be recognised. In 
idiopathic epilepsy the initial tonic spasm is a general characteristic, and 
in the slight fits it may be the only spasm. A brief stillness may 
indeed alone represent an attack. Cases in which a general convulsion 
of very slight degree consists only of tonic spasm are exceedingly rare. 

In this respect convulsions which begin locally, from local disease of 
the brain, stationary or active, present an absolute contrast to the 
idiopathic form. In the former the attacks begin by local clonic 
spasm in the part related to the spot in the brain at which the disejise 
has raised the excitability to a morbid degree. The spasm thence spreads 
throughout the side, and then may involve the other side. If the dis¬ 
charge is intense the spasm may extend >vith such rapidity that the 
second side seems to be involved almost from the outset. Moreover, the 
first clonic convulsion may quickly change to tonic spasm, which then 
runs a course similar td that presented by the idiopathic form. Ihis 
change is apparently promoted by the effect of repeated discharges on 
the whole motor gray matter of the brain, which produces a tendency U> 
general discharge that may ultimately be almost as intense as in idiopathic 
ejjilepsy, and fiiust be considered in assigning such cases to their proper 
position. This view is emphasise^ by the fact that the minor attacks, 
presently to be described as occurring in the idiopathic form, may appear 
in the cases of old stationary organic disease. 

In such severe fits consciousness is not always lost at the onset. In , 
a small proportmn of them some abnormal state or symptom exists for 
an hour or two before the attack. In a much larger proportion the 
onset of the attack is preceded, for a second or so, by some senration or 
other disturlJhnce of consciousness. This is called the “ warning ^ of the 
attack, or, in medical terminology, the “aima.’ This old Latin name 
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for premonition seems to have arisen from special notice of the cases 
in which local disease of the brain and local discharge cause such partial 
commencements of the attack as twitching contractions, the clonic spasm 
above mentioned, or some sensation in the part, generally tingling, which 
begins in an extremity and passes up a limb. But it is probable that 
the origin of the term was connected with the idea, dominant then and 
for many a century afterwards, that the arteries contain air; and the 
ascent of the sensation was attributed to the ascent of an unnatural 
vapour in these vessels. The term “ aura,” like “ hysteria ” and many 
others, has suiwived its original associations, and persists as a simple 
synonym for the immediate warning of the fit. 

This immediate warning is of great importance. Except in the cases 
of extreme local instability of the cortex, generally 'due to local disease, 
the warning is some sensation. The sensation is the effect on conscious¬ 
ness of the initiating process of discharge, which begins in structures 
through which those are influenced that are highest in function, re¬ 
lated, that is, to consciousness. The warning is thus an indication of 
the part of the brain in which discharge begins, because the place where 
it first attains such an intensity as to cause a “sensation” must be 
assumed to be the place at which it starts. In general the sensation is 
imiform in the same case; occasionally it undergoes a change in the 
course of time. 

The importance of these warnings is increased by the fact that they 
are perceived more regularly and in greater degree the slighter the 
attack. This is true through the whole range of degrees, until at last 
the lowest level is reached in which attacks may consist only of the 
“ warning ” or “ sensation ” ; sometimes with imperfect loss of conscious¬ 
ness, sometimes with no appreciable impairment of it. This has led to 
the popular use of the word “ sensation ” as a synonym for the minor 
ittacks. As a rule the warning of the slighter attack, with definite loss 
>f consciousness, is the same as that of the severer forms, should con¬ 
sciousness persist long enough for perception. Sometimes, indeed, the 
slighter attacks are heralded by a different warning, but the common 
correspondence makes it well to consider the w&rnings of attacks of all 
degrees together. 

The relative amount of the process of discharge that is perceived by 
consciousness varies. As already intimated, it may be the whole, the 
disturbance ceasing with the warning, consciousness not b^ing impair^. 
In other cases there is merely a partial impairment of consciousness, 
enough to prevent perfect recognition of the surroundings, so that they 
seem to be unfamiliar and strange. Every form of aura may, however, 
be followed by definite loss of consciousness, which in slight attacks is 
usually momentary. It is prolonged in many cases, in appearance, and in 
reality sd far as the self-consciousness which involves memory is con¬ 
cerned. There may be a moment in whick the patient is obviously 
unconscious; this is succeeded by a few minutes of autdmatic action, 
rambling talk, attempt to undress, and the like, in whiclx^ another person 
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would not imply unconsciousness; although the patient may remember 
absolutely nothing of that which has occurred. Such a ttate may follow 
an attack in which th^ere was slight spasm, but it hardly ever follows 
an attack with severe convulsion. This sequel will be consideretl pre¬ 
sently. ^ 

Frodroma .—Besides the immediate warning, or when there is none, a 
few patients are coiisciofts of some iniusmil symptom ivhich tolls them 
that an attack is impending. There may be peculiar mental irritability, 
or sudden jerks, or definite‘minor seizures. It is important to keep 
these distinct from the immediate warning, since a piitient when a.sked if 
he or ^he knows that an attack is coming on, will often say “ Yes,” and 
descrite such prodiroma, even when there ss no immediate warning. 

Forvis of aunA — The chief forms of warning may be briefly con¬ 
sidered. Their interest is great, but their practical value is almost 
limited to the detection of attacks, which might otherwise bo unpeveeived, 
by the evidence this character affords, and by their indication that the 
instability is the result of a local lesion of the brain. 

MoUn- phenomena .—Local clonic si)asm in the limbs is too rare in 
idiopathic epilepsy to be worth mention, e.vccpt in connection with 
organic brain disease. 

A definite but unusual commencement is by the act of i unning. A 
patient may run forwards several hundred yards, and then fall in a fit. 
Another may turn round and walk back, ainl then fall. Another may 
turn round two or three times, and then fall unconscious in an epileptic 
convulsion. We cannot really explain these co-ordinated motor sympttjms, 
but the last is obviously connecte<l with the most common warning of 
which a memory is retained by consciousness; namely, vei-tigo. 

The giddiness which is a common warning of an epilc])tic fit seems 
to be a purely motor symptom, the result of the influence on conscious¬ 
ness of the greater energy of the centres of one hemisphere. Hence 
as a rule the pafient seems to turn towanls the side which is most 
convulsed; and it seems to him that other things arc turning in that 
direction, because he imputes to objects the movement he seems to have. 
If this terse descripticgi seems not to be clear, it will prol>ably become 
clear if carefully thought over. Occasionally the features of the vertigo 
described are difficult of explanation. • j- • i i 

Vertigo involves a false perception of the relation of the individual 
to his environment, and this constitutes inaccurate, that is, inipcifect 
consciousness. 

But in simple vertigo, apart- from epilepsy, definite loss of conscious¬ 
ness is almost unknown. In epilepsy it is almost, perhaps quite constant. 
The sensation of turning may be associated with a visual aura,^ the 
appearance of #n object which moves from one side of the field of visioa 
to the other, and which the patient seems compelled to follow until its 
disappearance. Often the side on which the object appears is that 
chiefly convplsed, the sifle of the bofly, that is, opposite to that of the 
brain in which the chief discharge takes place ; and the disappearance of 
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the object on the opposite edgo^of the field of VMon is followed by a 
turning of the head in the convulsion. This fact illustrates tbe extreme 
perplexity of the features of the vertigo in the epileptic discharge, and 
indeed alike of vertigo and of the epileptic warning in general. Those 
who desire to pursue the subject further will find some information about 
it in my Bowman lecture (2). The leading fact, however, is the evidence 
of the motor character of the warning, associated as it is with deviation 
of the head and sometimes with rotation^ of the body. Moreover, as 
sudden vertigo is often the only subjective 'indication of a minor attack 
in which there is a moment of absolute unconsciousness, this symptom is 
of groat practical importance. 

Local mset. — In idiopathie epilepsy there is seldom more definite 
evidence that the discharge occurs earlier in one .hemisphere, than is 
afforded by the evidence of excess on one side which is shown by devia¬ 
tion of the head; but in other cases the onset may be indicated by a 
sensation in the extremity of one limb only, usually by a tingling which 
pniwAa up the limb; or there may be clonic spasm associated with the 
sensation, or occurring alone. The sensation or spasm may begin in some 
part of the hand, for instance in the thumb and finger. There may be a 
similar beginning in the foot, or in some part of the face, generally the 
angle of the mouth. The spasm may remain local, or may spread 
through the side, or to the other side, with varying rapidity. In all 
such cases there is excessive local instability in the cortex of the brain, 
in the centre related to the special symptom. Such excess of local 
instability is very seldom part of idiopathic epilepsy. It is commonly 
the result of old local organic lesion, which has damaged the gray matter, 
and made that which is least damaged functionally unstable. An 
infantile lesion is the most common cause, but they may be due occasion¬ 
ally to thrombosis or embolism in later childhood or early adult life. The 
gray matter of the brain is normally so sensitive that discharge spreads 
rapidly and widely in proportion to its intensity. Kepeated discharges 
establish a widespread habit which is practically identical with the 
general brain state in idiopathic epilepsy. The local disease which 
causes the instability is often such as to cause son\e degree of hemiplegia, 
especially at the onset. Persistent hemiplegia is usually due to destruc¬ 
tion too extensive to permit discharges; hence these cases are often 
called “ post-hemiplegic epilepsy.” It is important, however, to note the 
.manner in which the tendency to discharge becomes established. After 
removal of a small superficial scar attacks have continued; moreoverf 
the convulsions which begin locally, in tke hand for instance, and spread 
thence, may be accompanied, after a time, by minor attacks, quite like 
those of idiopathic epilepsy. Such facts prevent an absolute withdrawal 
of cases due to old loc^ disease from those which are* due to some 
general state of nutrition or functional proclivity. We can separate the 
cases of loJil disease, sometimes included under the general designation 
“ post-hemiplegic epilepsy,” by their causation; but we cannot always, or 
indeed often, separate them by their couree or ultimate features. 
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One fact regarding this warning deserves note. may be purely 
sensory, apparently a gentle discharge in the sensory elements of the 
central region. This aura may be the result of organic disease, and is 
one of the facts which show that the central region, whence the motor 
impulses proceed, has also sensory functions. A gentle discharge of this 
kind, causing, for in8tan<;e, a sensation of tingling in the foot, may pass 
up the leg, up the side of the body, down the arm to the hand, and when 
it reaches the fingers clonic spasm may occur, which passes up the arm ; 
at this point, as a rule, consciousness is lost in a severe attack. It is iis 
if the discharge in the sensory elements of the centres rippled through the 
sensory layers until it reached a structural and functional limit, and was 
there turned asidc^to the motor structures, in Avhich it quickly gathered 
force. Again, such*a sensory discharge—in the arm, for instance—may 
be accompanied by sudden powerlessiiess of the arm without spasm. 
Apparently the discharge in the sensory elements simply inhibits the 
motor structures. If a motor discharge begins in the centre for the 
foot and causes clonic spasm, this, pivssing up the leg and side, may begin 
again in the hand on reaching that level; it does not dcsceini the arm 
from the shoulder. 

Bilateral and trunk auiw.—Occjxsionally the warning is some sensa¬ 
tion referred to both legs, which seems to ascend, often to the hciid; or it 
may be a sensation in the spine, which is rare and not imporUnt. From 
such trunk warnings it is necessary to separate those which ai'c included 
in the next class. 

Visceral aur®.—The onset of an attack is often announced by some 
sensation referred to the viscera, the epigjistric region, the cardiac region, 
the throat, or the head. With the exception of the cephalic warning, 
these visceral aur® may be referred to the region whence impressions 
reach the centre through the pncumogastric nerve; the chief functions 
of this nerve are .represented in the gastric, cardiac, and throjvt sensa¬ 
tions. 

The epigastric aura is one of the most common. It may be a deep- 
seated pain, sometimes associated with nausea. More often it is a 
peculiar undescribable dbnsation, which often ascends to the throat, rarely 
to the head. When it seems to pass to the head there is immediate loss 
of consciousness. If it passes up to the throat it becomes there a sense 
of constriction or fulness, and of breathlessness—being similar, apparently, 
to the globus»hystericus. The pain which remains at the epigastrium as 
a symptom associated with naus^ may reasonably be regarded as due to 
the central representation of the gastric function of the vagus. This is 
compatible with another fact, namely, that the sensation is occsisionally 
referred to a lower part of the abdomen, since some fibres of the vagiis^ 
pass to the intestines. On the other haijd, the sensation which ascends 
to the throat and is associated with a feeling of want of brejth, may 1® 
referred to the central r'lpresentation of the respiratory function of the 
nerve. HdW extensive this is we can perceive^ from the relation to 
respiration of the various ways in which emotion is manifested. In the 
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me class may, be included cardiac sensations which are not common 
id are seldom well defined. The most common of these is palpitation. 

Cephalic sensations.—When an epigastric aura ascends to the head, 

1 reaching it consciousnesss is usually lost before the character of the 
iphalic sensation can impress itself so as tb be re^dved. This is an 
iteresting fact in relation to the representation in the sensory centres 
E the brain itself. But occasionally a definite physical sensation in the 
ead is the immediate warning. It can seldom be described except as^a 
rushing,” or “ fulness,” or “ movement in the head.” This lasts presents 
gradation to vertigo by a feeling as if something were turning round in 
tie head, now and then associated with a sense of movement of external 
bjects. ^ 

Olfactory and gustatory.—Special sense waming6 are not uncommon. 
?he order of frequency is visual, auditory, olfactory, gustatory. It is 
nstructive that flavours, which are perceived only through the olfactory 
lerve (and being caused by substances which enter the nose through the 
losterior narcs, and cause a simultaneous stimulation of the true gustatory 
leiwos), seem to be associated with taste in the central discharge which 
iauses the warning. When this is described as a “ smell ” there is no 
lensation of a flavour. The difference in the mode of stimulation of the 
lame nerve seems to be reproduced in the centres. The olfactory and 
gustatory warnings are almost always unpleasant, but generally transcend 
the powers of description and even of compirison. Our vocabulary is 
quite inadequate to the expression of normal sensations, and far more so 
for those which arc due to processes that seem unlike those which arc 
excited in the normal action of the nerves. 

Auditory warnings.—These are also uncommon. There is occasion¬ 
ally some simple sound at the moment of onset, such as a whistle, the 
sound of a bell, or a crash. Occasionally there is a more elaborate sound, 
such as music, or voices, and even distinct words. The latter are import¬ 
ant for the reason to be mentioned in connection with the more elaborate 
visual warnings with which the similar auditory aura is sometimes as¬ 
sociated. Inhibition of the auditory centre may precede the fit; there is 
sudden silence, which may bo associated with Sudden darkness, before 
consciousness is lost. The loss of hearing may precede or accompany the 
subjective sound, an association of inhibition of response to external 
stimulation with a spontaneous action on the centres related to conscious¬ 
ness. *' , 

Visual warnings are more common, than any others connected with 
the special senses. The extreme delicacy of the structure which responds 
to the most rapid form of motion of which we have direct perception 
^ must bo associated with a corresponding delicacy of action in the central 
structures that receive the nerve impulses produced by the waves of light. 
The marvellous difierence in the influence on consciousness produced by 
waves which differ only in degree, and nott greatly in degree, as for 
instance in the case of the sensations of red and blue, is ‘a fact of far- 
reaching significance. It is not surprising that, when central instability 
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exists, the visual centre should often lead the ^vay in the sudden derange¬ 
ment of balance. The warning may be a flash of light, stars, sparks, simple 
light, or definitely coloured. There may be more complex sensations of 
objects, faces, persons, Icenes ; and with the List an auditory aura of eor- 
responing elaboration may be associated. It is important to note that 
in those patients who experience such psychosensory aurte there is a 
strong tendency to mentrd deiangemeiit. 

Inhibition of the visual centre—sudden darkness—is a frequent 
laming. It may be folloiVed (it is seldom preceded) by a “dis¬ 
charge ” in the centre ; first all becomes dark, after which stare or a 
luminous object appear. This is an imjmrtant indication of the close 
relation of arrest ,of action and spontaneous action, of inhibition and 
discharge. » ^ 

The various special sense warnings are occasionally associated, most often 
the auditory and visual. The degree of elaboration in e.ach usually cori’c- 
sponds, although sometimes an aura of low degree is suceeeded by one of 
greater elaboration. Two Ilights in one case were always succeeded by 
the figure of a woman. In the case of both the visual and auditory 
sensations there may be a progressive increase or diminution; lights 
which suddenly appear may become fainter and seem more distant, or 
seem to approach ; sounds may become slighter or seem to bo louder and 
louder. In each case, with a considerable ilegrce of change, conscious¬ 
ness is lost. No interpretation of these phenomena can bo given beyond 
that which is at once obvious to every one who considers them. 

Psychical aurae.—A sudden abnoimal mental state may constitute 
the first symptom, and may leave a definite impression upon the memory. 
The brain processes which attend mental states may leave a residual 
cfiiect which permits their subsequent revival; and their perception may 
be called, somewhat loosely, “ psychicsil sensations.” That which pre¬ 
cedes an epileptic fit may be an emotion or an idea The emotion is 
almost always sonfb fonn of fear. It may be definite alarm, and associated 
with the conception of some cause for it, as that of a pursuer from whom 
the patient has to run away, and does actually run, sometimes looking 
back in terror. It may be more vague in character although definite in 
nature, as a sense that whatever is being done is morally wrong. 

Those warnings which take the form of “ ideas ’ are generally of the 
nature of complex special sense conceptions, especially related to vision. 
Not only mqy a sense of fear be accompanied by the vision of some cause 
4or it^ but the more elaborate visual sensations are such as to involve a 
psychical process. A remarkable instance is that of a woman who saw 
London in ruins, the Thames emptied to receive them, and herself 
the lonely survivor—a manifest psycho-sensory warning. Indeed the 
same combinajiion may be discerned in many other forms. ^ Its detadg 
have no other importance regarding the disease than indication of a 
special instability of the centres which are concerned with p^chical pro¬ 


cesses. , • 

Somnolence.—These warnings 


illustrate the many-sided relations of 
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the condition which subserYes subjective consciousness, and through 
which disturbance may cause its apparent arrest. Consciousness may be 
lost and return, with such suddenness that no trace of either process is 
retained by the memory, and the patient is absolnCely unaware of the gap 
in his memory. But it may also be lost deliberately, by a gradual pro¬ 
cess which is described as “ sleepiness,” or sometimes by a more analogous 
state with a slight psychical character, called “ dreamy.” This warning is 
more common in minor attacks, and especially in those which are slightest 
in degree and least rapid in evolution. Closely allied to these is a more 
definite mental state, especially common at the onset of minor attacks, 
and sometimes apparently constitute them, in which there is a sense of 
strangeness, a sense of unfamiliarity—it may be witlj a place in which 
the patient has spent his life. , * 

Minor attacks .—“ Epilepsia minor ” is the name applied to the attacks 
in which there is no visible convulsion. “ Petit mal ” is used in the 
same sense, and indeed more generally, because the French taught us 
to recognise the nature of such attacks, and wo have therefore called 
them by the French name. There is no definite distinction between 
the two classes; spasm may occur and yet be unseen, and slight 
momentary visible tonic spasm may easily raise a doubt into which 
class the attack should be placed. It would indeed be well to recognise 
an intermediate class, which might be called epilepsia media, in which 
there is muscular spasm of tonic character, without the clonic spasm 
which follows when the tonic spasm is more severe. In the epilepsy 
which is due to organic disease the slight attacks consist of tonic spasm 
only, but these differ in so many particulars from the slight attacks of 
the idiopathic disease that it is not practicable to consider the two 
together. 

In the popular nomenclature various names are given to these attacks, 
according to their chief characteristic. When they begin with a sensory 
aura, of which only the patient may be conscious, they^are called “ sensa¬ 
tions.” If loss of consciousness occur they are called “ faints.” “ Timis ” 
is another name for them, which seems only due to the common use of 
the word as a designation for any sudden imusu^ falling. It is always 
important to ascertain what word is commonly used. It should be a 
matter of habit never to use the word “ fit ” or “ epilepsy ”. unless it be 
knpwn that it has been employed before in the patient’s hearing. Friends 
often conceal the nature of the attacks, and when their patime is not 
known by the patient it is well to avoid so painful a word. c 

Varieties.—^The forms of minor attacks are so various as to baffle 
classification and preclude full description. The typical attack is a 
momentary loss of consciousness, causing a momentary cessation of con- 
yersation; often a vacant look, or the dropping of anything from the 
hand, and occasionally a fall. There is no pallor of the face at the 
moment, although this often immediately succeeds the attack, which is 
so brief that a patient is only observed after U. Hence tl^e erroneous 
idea that pallor is a symptom of the attack itself. Nor is there any 
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change in the pulse at the time, or in the aspect of the retinal artciios, 
iis I have been able to observe. Of such loss of consciSusness a patient 
may be wholly unaware so sudden is its onset and ending. He may go 
on with the sentence he is uttering, and be iistonished to observe that 
those about him are lookii^ at him with concern. 

Such change in consciousness may be incomplete. It may not be lost, 
but (Hily rendered for thi most part imperfect, and the character of tlic 
ifliperfection varies in different cases. It may be purely mental; the 
patient sees that which is about him, but it seems strange and unfamiliar. 
Much less frequent is the curious sense that he is doing something wrong. 
There may be, in other csises, a more complete but more partial loss; 
there may be sudden darkness, for a moment, or a sudden silence, some¬ 
times followed by %ivlden darkness, from the inhibition of the centres for 
sight or hearing, or both. 

In a large number of cases the onset of the minor attack is accom- 
jianied by some sensation Avhich the imtient remembers. This must be 
ascribed, of course, to a discharge in tlie part of the biain with related 
function. There may be a flash of light, stsirs, a gleam of colour, or some 
more complex sensation such as has been dcscriljed. This may precede 
loss* or impairment of consciousness; the sufferer may even go on with 
his conversation, and others may be unaware of the atUick. If there arc 
also severe attacks the sensation may be the same as that which precedes 
these; but occasionally it is not the same, oven if the severe fits are pre¬ 
ceded by a well-marked aura. A common warning of both forms is the 
epigastric sensation. 

Vertigo is a frequent momentary symptom of the minor attacks. It 
involves, by its nature, impairment of consciousness in so much as it 
depends upon an erroneous sense of the relation of the individual to his 
environment. It may be various in character, subjective or objective, but 
is of great importance on account of its frequency, and in that it is seldom 
associated with sevOTer attacks in the same person. Indeed this is true of 
all varieties of minor epilepsy, and makes it necessary to put leading 
questions to ascertain their occurrence. The important characteristic is 
that they occur without any exciting cause; vertigo, for instance, may 
arise without any sudden movement to produce it. In all attiicks in 
which there is loss of consciousness there may be micturition during 
the attack. 

Local discharges, which cause the local commencement of convulsions 
flhat become general in severe fits, constitute, when they occur alone, the 
minor form of these attacks, if severe fits begin by clonic spasm in 
the hand, extending through the whole side and then to the other, the 
slight attacks consist of convulsion limited to the arm. Again, if the 
attacks begin with a sensation of tingling which passes up the arm ami 
is followed by spasm, the minor form consists of the sensation alone, whfch 
often has the effect of inhibiting the related motor centre, so tnat the arm 
hangs powesless by the sfde. So likewise wnth the initiatory phenomena 
in other parts. When the sensation or slight spasm of such attacks 
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occui's in the tongue or mouth there is often transient arrest of the 
speech centre. " 

Such slight local discharges, which do not spread beyond the centre 
in which they arise, are commonly unattended witli loss of consciousness. 
Their frequency is often great, especially when they are due to an active 
morbid process which irritates, but progresses slowly. In such a case (of 
cerebral tumour) I have known 19,000 attacks tO occur during 11 months. 

Post-epileptic symptoms .—^After a severe attack the patient lies exhauste.d 
and prostrated. For a few minutes the state of the spinal cord may be 
such that the knee-jerk cannot be obtained.^ When it returns it is 
excessive, apparently from the lack of higher restraint; and after attacks 
of moderate severity there is commonly a foot clonus.» It lasts longer on 
the side most paralysed, that is, the side towards whifhf the head has been 
turned in the fit. A deep sleep follows, and if the patient be prematmely 
roused there is severe headache. In many cases there is little sleep but 
much headache. There is general sense of intense fatigue. Occasionally 
vomiting occurs before consciousness is recovered, or before the comatose 
state has passed into a sleep not too intense for the vomiting to awake the 
sufferer. Food which is then brought up may easily get into the larynx 
and cause fatal suffocation. < 

One other action after an epileptic fit, although rare, is important. A 
patient who is in bed or lying down, has occasionally a tendency, im¬ 
mediately after the fit, to turn over on the face. The post-epileptic 
slumber may be so deep that even the process of suffocation does not 
rouse him; asphyxia intensifies the commencing stupor, and death residts. 
Bare as it is, this incident is of much practical importance. Whenever a 
person, supposed to be in good health, is found dead in bed, with his face 
against the pillow, death was the result of such suffocation after a fit. 
The inference is sure, even if the individual was not known to be the 
subject of epilepsy. The post-epileptic coma nuiy also bo intensified to a 
fatal degree by the administration of even -^th of a grain of morphia before 
the fit. For this reason extreme care is necessary in the administration 
of morphia to epileptics, and if a fit follow an injection the patient should 
be carefully watched. , 

Automatism .—After slighter attacks, and indeed in proportion to the 
slightness of the attack, provided there be loss of consciousness, a peculiar 
state of automatic action is apt to ensue. This is apparently due, as Dr. 
Hughlings Jackson has suggested, to the withdrawal o{ the control 
normally exerted by the highest centres. It is not certain, however, that 
the abnormal action of the lower payohicid centres may not originate 
directly; for attacks occur in which, however carefully observed, such 
automatic action does not seem to be preceded by any indication of 
«a fit. 

* When ah'’.onTi]Ision is unilateral, the resulting feebleness may bo very conspicuous and 
last for a fewhonrs. It has received the name of post-epileptic hemiplegia. It is important, 
however, to note that the sensory discharge may inhibit the imtor structures, and it is probable 
that this element sometimes enters into the condition which is generally regarded as solely 
due to exhaustion. 
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The simplest form is that in which a person goes on with some uetioii 
in which he was engaged at the time, and with every Inanifeshition of 
consciousness, yet after suddenly recovering himself, cannot reniomber 
anything of what has occurred. Thus a man drove a waggon across 
London, and then found himself six miles from the place where he was, 
as it seemed to him, a moment before. The “ solution of continuitv ” in 
the self-consciousness is as sudden jis the restoration. This may occur 
iifter the slightest form of rpiuor attack; or some simpler action may 
follow, unconnected with that which has preceded the attack—sjiying 
something which has no relation to the subjects engaging the attention, 
or muttering some unintelligible words. There is often some fumbling 
action of the hands, or some apparently puiposive action which mn}’ bo 
highly inconvenient Taking off the clothes is especially coinmon, 
perhaps from some vague sense of indisi^osition and the propriety of going 
to bed. A music master had to give up his profession on iiccount of the 
liability to this equivocal proceeding when he was giving music lessons to 
young ladies, to whom the momentary attsick was invisil)lc. It is in this 
state that acts of violence may occur, as in the cjise of a ])atient who 
atUcked a physicisin, in the out-patient room of the llospiUd at Ciucen 
Sqilhre, with a poker. One man had a sudden slight attiick, which caused 
him to stand still while crossing crowded street. A piisser-by took his 
arm and assisted him to the pavement, but no sooner ha<l they rcfichcd it 
than the helper received a violent blow from the man whom he Inwl 
assisted. In this state crimes may be committed, and when the excitement 
is pronounced the state has received the name of “ epileptic mania.” 

Post-epiieptic liystei'oid ronmlsion .—This condition of brief insanity, the 
sequel of an attack of minor epilepsy, is pithologically related to another 
sequel. In those who are of the age and sex in which that state of the 
brain exists which underlies the peculiar symptoms termed “ hysteria,” 
namely, a few yoqng men and most women, a slight and even a moderate 
epileptic fit may be instantly followed by hysteroid convulsion, quasi- 
pnrj>osive energetic movements, throwing about of the arms, kicking of 
the legs, arching of the bsick, varied with wild talking or manifestations 
of horror or fear. Such a state may last for a few nn'nutcs or for an 
hour or more. The initial attack is often unnoticed. Minor ei>ileptic 
attacks in childhood, to which this sequel is added at puberty, arc often 
then thought to have become severe epileptic attiicks. These cases arc 
extremely common, and almost always misunderstocxl. From the character 
of the obtrusive symptoms they are regarded as purely hysterical; yet 
whenever a patient has such atfticks, recurring for years, it is practically 
certain that the essential disease is epilepsy, and the fact is of great 
practical importance. The difficulty of the diagnosis is, moreover, increase* I 
by the fact tlfeit, under the training which the brain thus undergoes, siuji 
patients may occasionally have independent purely hysterica^attacks. * 

These cases are the pnly representatives of the hystero-epilcpsy of the 
French which we meet *vith in this country. In the pmely hystericjd 
convulsion there is nothing, even in the initial stage, which an observ'er 
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accustomed to epileptic fits does not recognise at once as wholly different. 
But the term “•hystero-epilcpsy ” should not be applied to those of the 
post-epileptic hysteria. There is no justification ^r the use of the word 
in this country. 

Excitants of attacks .—In idiopathic epilepsy .attacks usually occur with¬ 
out obvious exciting cause. Nevertheless sometimes gastric iriitation, an 
excess in alcohol, or sudden mental emotion, may induce a seizure. It is 
important to know that, even in true epilepsy, annoyance or a sudden 
fright may cause a fit There is a strong but unjustified tendency to 
regard fits excited by emotion as hysterical. 

Arrest of attacks ,—The commencing local convidsion, or sensory aura, 
which is due to local organic disejise of the brain, may often be arrested by 
a strong sensory impression on the limb above the pant.' A ligature is the 
easiest and appai-ently the most effective; perhaps partly because the 
sensory impression is produced on the entire circumference of the limb. 
This arrest may be obtained even in cases of cerebral tumour. Apparently, 
the excitation of the sensory cells causes an inhibition of the motor cells 
in the path of the discharge, just as a sensory aura in the arm, too slight 
to excite discharge in the motor cells, may arrest their action and render 
the arm helpless. ' 

In idiopathic epilepsy the warning seldom endures long enough to 
permit any measures for arrest to be adopted. Vigoroirs movement 
occasionally stops a commencing attack—an effect which may be due to 
a diversion or dissipation of some of the nerve energy ready for liberation 
of the motor structures of the cortex. A strong sensory impression may 
be effective in such cases also, especially one which acts upon the fifth 
nerve. Smelling-salts, a mouthful of common salt, or oven a splash of 
water upon the face, may be sufficient. 

The only available drug, which acts with sulficient rapidity, is nitrite 
of amyl. It is intelligible that the sudden flushing ,of the brain ivith 
arterial blood, and the sudden influence of the mechanical distension of 
the arteries, should disturb and arrest the abnormal action. It is only 
available when the warning is prolonged, and it does not always succeed. 
I have known its failure to be attended with some inconvenience from 
the suspicious presence of an empty bottle labelled poison in the hand 
of a man who had fallen down in the street and seemed on the point 
of death. 

Course of epilepsy,—State.—Severe attacks occur in the»waking state 
alone twice as frequently as in the sleeping state alone. About 0‘3 occuf 
in both waking and sleeping, about 0'2 Sn sleeping only, and nearly 0'5 
only when the patient is awake. Minor attacks are practically confined 
to the waking state. Attacks which have occurred only in one state 
seldom change to the other, although the first attack may occur in the 
sta'oe in which subsequent attacks do not occur. Attacks which occur 
only in sleep may so change as to occur also in yaking hours; it is rare 
for attacks which have occurred only by day afterwards to occur in the 
night also. Infrequent attacks during the night, in those who sleep 
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alone, may go on for twenty years without their occurrenco being 
• suspected. • 

Menstimtion.—It ig common for attacks in women to occur cither 
Imfore, during, or after the menstrual period, simply because the nervous 
system is then generally dj^turbed. It affords no evidence of a relation 
to uterine or ovarian diseiisc, of which indeed definite evidence is scarcely 
ever to be obtained. * 

, Pregnancy.—In most women who are subjects of epilepsy, the fits 
occur during pregnancy with the frecjucncy unchanged. Occasionally 
they cease during pregnancy, and if they have commenced during preg¬ 
nancy they may sometimes be confined to that state for two or three 
successive perieds. • Aftenvards they usually occur at other times. They 
do not seem to ha'fe^uch tendency to cause abortion. Attacks may or 
may not occur after delivery; when they do thc}' seldom have any un¬ 
favourable effect [see next article “ Puerperal Kclampsia 

Geiieral course. —Puberty.—In very intimate connection with the 
occurrence of fits at the menstrual period is the relation to the course of 
the disease of the commencement of incnstru<ation. When a girl has 
become subject to fits in childhoo<l, the hojie that they will stop on the 
establishment of the catamenia is gcncrivlly cntertiiincd, and is sometimes 
encoirraged by doctors. But we have seen that this period is one at 
which there is the greatest tendency for epilepsy itself to commence. The 
conditions favourable to its onset arc not likely to b(! favourable to its 
cessation. This is entirely borne out by facts. If the disesiso does not 
cease before puberty it is not likely to be arrested for some years after¬ 
wards. In boys this period is far less definite, and it may be, in itself, 
practically neglected. 

Tendency.—The facts of epilepsy show it to be a self-perpetuating 
disease, maintained and increased by a sort of habit developed in the 
“intimate function” of the brain. We have seen also that from what we 
know or conjecture of the minute processes which underlie these and 
other functional actions of the nerve-centres, it is etvsy to conceive that 
this self-perpetuation is inevitable. Thus the natural tendency is for 
attacks to become more JErequent or more severe. And yet discerning, as 
we do, how much there is in the conditions of action and mitrition of the 
• central nervous’system that is (juite unknown to us, we shall bo prepared 
to meet with facts which seem inconsistent with our most careful inductions. 

The disease often begins by minor attacks which may exist for yesirs 
ufithout severe seizures. The slight attacks may piss gradually into 
severe fits, or severe fits may comfncnce and the minor attacks may cease. 
Conversely, minor attacks nmy replace convidsivc seizures, and often do 
so as the result of treatment. In some cases, only too rare, all attacks 
may cease; weinow not why. This event is scarcely ever spontaneous* 
except in adult life. Since attacks go on through adult li|p, and the 
disease may begin at a^ periotl of adult life, it is clear that such 
cessation mi»t be due to wnditions and influences as yet unknown, %vhich 
may neutralise the self-perpetuation, and may invalidate our forecasts. 
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The tendency to the cessation of attacks is greatest in the periorl 
between the completion of the structural development of the nervous >' 
system and the establishment of its chief functioi^; that is to say, in the 
period between the first three years of life and the second dentition. 
There is a slight tendency to cessation (manifested chiefly by the greater 
influence of treatment) between 10 and 13. In the following three years 
attacks are less likely to cease. After 16, however, treatment has a better 
chance of doing definite good. The more favourable conditions seem ,to 
persist through adult life, and at any time the malady may be arrested. 
There seems to be more prospect of arrest, however, between 30 and 45 
than in later life. 

It will bo noticed that much of what is said off the course of the 
disease properly belongs to the prognosis. This is jrtevitable, because in 
the vast majority of cases the common treatment relieves when it does 
not cure. When it is intermitted the attacks become more severe or more 
frequent, or both. Observations on the course of the disease,arc thus of 
necessity observations on its course as influenced by treatment. Isolated 
facta come under notice occasionally which have a more definite significance, 
but they do not suggest inferences of much weight. 

Frequency of attacks .—Severe attacks occur at intervals which vary 
from a few days to a year or oven more. In the majority of cases the 
interval is between a week and a month. The interval is irregular in 
most cases. It is not uncommon for only one or two attacks to occur each 
year. But this fact is also true of the disease as influenced by treatment. 
In many patients the fits occur in groups; from two or throe to ten or 
more may occur in a period of two or three days, and then no more for 
weeks or even months. 

Minor attacks also present e.vtremo variation in frequency. They 
may occur daily, and even many times a day; or at intervals of days, 
weeks, or months. In some patients they occur especially before or after 
a severe attack. They then become more frequent when severe fits are 
less frequent and evasive. 

Status epileptic-us .—The subjects of epilepsy, chiefly those who have 
passed early childhood and are not far beyond,, the completion of full 
•development, occasionally have a series of fits in close succession. Before 
recovery of consciousness after one fit, another occurs, and the rapidly 
recurring attacks may go on for several days. The temperature rises two, 
three, or four degrees, and the patient is reduced to a state of extreme 
-exhaxistion, which may result in death. Fortunately this “ epileptic state ” 
is very rare. Nothing is known of its ivnmediate causes. 

Mental state .—The relation of mental disturbance to epilepsy is discussed 
in another article (vol. viii.), and the post-epileptic state has already been 
«spoken of. Many sufferers from the disease are naturally weak-minded. 
The predisposition which underlies the instability of the motor and other 
structures, and is the remote and chief cavrse of the disease, is also mani¬ 
fested in imperfect function. It is not difficult to understand that this 
should be. But persistent mental feebleness may be a result of the 
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attacks. Severe fits seldom cause it, but the result is common from minor 
seizures. It is not necessary effect; several minor attacks may occur 
every day for years without the slightest influence on the mental power. 
We cannot yet say why the effect sometimes results. It especially follows 
attacks in which there is ^lomentary loss of consciousness only, and this 
may be refeiTed to the influence of the discharges on the structures of the 
brain which subserve the highest cerebral function j yet precisely the siime 
attacks may occur for year^ with no np|>arcnt influence. The most 
important practical fact connected with mental fcebleiicss is the frequency 
with which it is manifested when attiicks cease, which have been going on 
for a long time. It is met with Avhen the cessation is spontaneous, .and 
therefore, although it is commonly ascribed to any medicine which has 
caused the cessatfow, its chief cause is })ruba1)ly the rc]iros8ion of the 
discharges to which the brain has been accustomed. Nerve energy must 
be evolved, ready for escape, as the result of previous liberation. If this 
escape be prevented, and yet the processes for the piwluetion of nerve 
energy continue, it is easy to undersUnd that there may be a wicKwjnvad 
interference with the activity of the brain. .Vs far as we can ]»erceive, 
medicines act by repressing the discharge, and it is only after a time that 
th^energy for the discharge ceases to be generated. The depression of 
function of the brain influences the whole nervous system and the whole 
body. It is a temporary effect, it is often a source of undue concern to 
the friends, but it may be so severe .as to necessitate an intermission of 
the treatment. After a' severe convulsion the patient is at once better, 
as if a depressing cloud had passed aw.ay. 

Causes of death .—Alarming as is the as})oct of a patient in a severe 
attack of epilepsy, dc.ath very seldom results from the violence of a fit, 
and the danger in any given fit is negligible. This is true even of 
patients with grave heart disease. In the status epileptieus desitli 
docs sometimes jMJCur from exhaustion. When epilepsy ends life it i.s 
generally by indirect means. A fit may cause a faUl fall ; it may c.‘iuse 
<leath by suffocation in consequence of vomited fooil getting into the 
larynx, or through the patient turning over with the mouth against a 
pillow. Yet when alUthesc cfiuses are taken into account, it is remarkable 
how few persons die in consequence of this common disease. We have, 
indeed, imperfect knowledge of the causes of death of epileptics, but it is 
certain that even severe epilepsy may jiersist through life and may not 
prevent thenttainment of old age. 

Secondary forms.—We have seen that convulsions, however pro¬ 
duced, become perpetuated b;f the influence on the cerebral nutrition 
and functional tendency of the recurring extensive discharges. By 
reason of this, the convulsions which arc not idioiiatfaic may become 
recurrent, after their cause has ceased, as a malady, indistinguishable frrjm 
idiopathic epilepsy. 

Reflex epdepsy .—Oim cla.ss of such secondary attacks is cnai. which 
results fr*m some peripheral irritation, and is called “reflex epilepsy.” 
Convulsions thus produced are almost confined to the first half of life and 



784 


SYSTEM OF MEDICINE 


to irritation of the gastro-intestinal canal. The most common cause is 
tapeworm. If they persist after the expulsion of the worm, they do so 
in consequence of the tendency established in t^e brain which cannot 
then be considered as essentially different from that of idiopathic 
epilepsy. Recurring convulsions from irritation of one of the cerebro¬ 
spinal nerves are extremely rare; and it is enough to say that the same 
statement is true also of these. Of epilepsy due to disease of the uterus 
or ovaries nothing is seen except by gynsecplogists. 

Tommie epilepsy .—The blo^ states which cause convulsions generally 
also cause death. It is possible that some chronic blood states, however, 
give rise to fits quite similar in character and course to those of idiopathic 
epilepsy. There is reason to think that such fits occu in some cases of 
chronic renal disease, and are due to a variety of toxtemia which differs 
from common ursemia. Lead poisoning may have the same effect. But 
of these events, also, it is often true that, if the patient recover from the 
blood state, the fits continue by the same induced bias of the brain as in 
the idiopathic disease. 

Organic brain disease .—The convulsions due to active brain disease, 
generally to a tumour, cannot be regarded as properly within the subject 
of epilepsy. Nevertheless a very slowly-growing tumour may produce 
attacks which are difficult to distinguish from those of epilepsy, and are 
occasionally indeed indistinguishable from them. But stationary lesions 
of the brain are frequent causes of recurring fits. The disease is now and 
then a tuberculous tumour which has ceased to grow; occasionally such fits 
are due to old chronic meningitis on the cortex of the brain. In the vast 
majority of cases the lesion is a spot of old softening in the cortex, the 
result of a vascular lesion,—^generally a thrombosis, which occurred in early 
life. If this involve the motor centres there is initial hemiplegia, partial 
or at first complete. But more often, as already stated, the lesion is not 
in but near a motor centre, and damages the gray mafter only in slight 
degree. It is the slight damage, one which impairs power only slightly 
or not at all, which is the chief cause of subsequent discharges. Hence 
it is not often that such convulsions are met with in association with 
persistent severe hemiplegia; they may accompany slight hemiplegia, but 
most commonly there is only a history of initial weakness, or not even 
that. 

The convulsions of this class are generally unilateral when slight, 
bilateral when severe. The secondary tendency to extension of the dis¬ 
charge through the brain, after a few years, may be so great as to cause' 
the fits to become so quickly general that local or one-sided commence¬ 
ment is not observed. The effect of such repeated discharges is to induce 
a general state of the brain similar to that of idiopathic epilepsy, which 
may even assume the forms of minor epilepsy, such as momentary loss of 
consciousness as in cases apart from any local lesion. This secondary 
state is furtW illustrated in an important manner by the fact that, after 
the convulsions have thus become quickly general, or minor attacks have 
been established, the removal of the part of the cortex from which the 
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discharges proceed does not arrest the occurrence of the fits, or only does 
* so for a time. Hence the removal docs not justify any promise that the 
attacks will cease. • 

Pathologry. -The chief inferences reganling the psithology of epilepsy 
have l>een mentioned in the introductory section. The nature of the 
disease can only be inferred indirectly from evi<lence, otherwise obbiined, 
regarding the functions of the nervous system and from the negative 
effects of the disease it.self. , At ijrcseiit there is no morbid aiiatomv of 
the disease, nor is it likely that any cons])icuous changes will be found, 
except such as may result from the cvccssivi* fiiiictioiial activity of the 
status epilepticus. In any case the effects of the attacks must bo too 
widely distributed Uo aflbnl any clue to the prim.irv disturbiiice. 

It would serve *110 useful purjmse to deseribc the conce])tions of 
epilepsy which have been cunciit during the last forty or fifty years. 
They are no less interesting, and not much more instructive than the old 
demoniacal pathology which gave the <liseasc its name. 'I'hirty ye.irs ago 
it was generally believed that the epileptic fit was the result of a siKism 
of the arteries of the brain, due to the disebarge of a vaso-motor cent re in 
the medulla. Few minor conversions in the history of medicine are more 
remarkable than the absolute disappearance of this notion before the 
simple but conclusive facts which conncctcil the manifestations of the 
disease with a morbid stiitu of the corte.v. They did this with such pre¬ 
cision as to Icfivc no room for any other mechanism. All ])rcvious 
hypotheses went down before the irresistible force of the facts wliich l)i-. 
Hughlings Jackson saw first, and with the clearest vision. 

(i.) Sudden liberation of nervous cnergv in the brain is one eei tain 
fact of the epileptic attack, (ii.) The first indication of this liberation 
which consciousness perceives proceeds from the cortex of the cerebnil 
hemisphere, (iii.) Wc have no evidence that the initial symptoms ever 
proceed from any,other psirt. (iv.) It is probable, then, that the nerve 
discharge which causes muscular spasm proceeds from tin! coi’tcx of the 
brain, (v.) We have no evidence that the sudden liberation of energy 
in the cortex is the result of any preceding morbid action, (vi.) All that 
has been learnt of the action of the nerve-centres is in harmony with the 
])rimary disturlvance being in the seat to which the symptoms point, 
(vii.) That which wo know of the character of the action of the various 
nerve-centres is in harmony with the other imlications that j)oint t(» the 
gray matter Otf the cortex of the biniii as the part’vleranged, in which 
J'lrt the nutritional effect of morbid function is the essential clement in 
the disease. * 

Once more, if the explosion of nerve energy, as seems probable, arises 
in the cortex, it seems also to be probable that it dfMJs not arise in the 
nerve-cells. The recent advance in our perception shows that wc m^jstf 
regard the spongy gray matter, in which nerve material is fin^y divided, 
and is adjacent to the ^nds of the branching processes of the nerve- 
cells, as thsit in which latent chemical energy is transformed into the 
nerve force which descends the nerves and stimulates the muscles. 

VOL. VII 3 K 



786 


SYSTEM OF MEDICINE 


Through the nerve-cells the impulses pass along the separate fibrillas 
which, as continuous paths, traverse the cell and compose the axis 
cylinder of the nerve-fibre. To go farther into the region of speculative 
pathology would serve no useful purpose. 

Diagnosis.—The diagnosis of epilepsy involves first the recognition 
of attacks, and, secondly, the recognition of their nature. 

Occurrence of attacks .—(<«) During sleep. A severe epileptic fit is a 
conspicuous event if it is observed. But, a solitary sleeper may know 
nothing of the occurrence of an attack, and it is important to remember 
the indications that one has taken place during sleep. They are—waking 
in the morning with a bad headache and a general sense of fatigue or 
soreness; evidence that there has been micturition irt'the night without 
the patient’s knowledge, provided he is not a young chikf; considerable and 
unusual disarrangement of clothes; soreness on the side of the tongue ; 
moisture or spots of blood on the pillow. The cases in which such 
evidence of night attacks are most likely to be found are those in which 
minor attacks occur in the day, the natiu-e of which is clear, but generally 
unsuspected by the patient. 

Minor attacks alone are likely to escape recognition. Often they are 
so slight as to be noticed only by the patient; if observed by others they 
are thought to be simply giddiness or faints. It is generally necessary to 
mention to the patient several common symptoms of such attacks, and to 
ascertain if he can remember experiencing any one of them. If sudden 
suspicions symptoms occur without reason, their significance depends 
largely on their occurrence when a patient is tranquil and not subjected 
to any disturbing influence. 

To this, however, mxtst be added suddenness of onset, brevity of 
duration, and that the return of the normal mental state seems to be 
through a brief fog. A sense of dazedness as the momentary attack is 
passing off is a very characteristic and impoi-tant. symptom. Other 
points will be mentioned in connection with special differences. It should 
never bo forgotten that it is very rare for a patient or the friends to 
suspect that there is any relation between the minor and major attacks, 
or that the minor attixeks have the slightest impox’tance. 

From hysteroid fils. — The convulsions of hysteria and epilepsy can 
scarcely be mistaken by any one who is acquainted with their features, 
and has an opportunity of observation. In hysteroid convulsions the 
spasmodic movements are such as might be produced by< the will, they 
present what may be called a “ purposive ” aspect, quite different from 
the strong warping tonic spasm which' constitutes the first part of a 
severe epileptic fit, and changes gradually to the clonic spasm of shock¬ 
like chariicter. Nor is there in hysteroid fits the strong deviation of the 
“hpad and eyes to one side, or the frothing of saliva, ofteh blood-stained, 
from the l^ps; except possibly in rare cases of invohintary imitation of 
attiicks that have been seen. If a severe epileptic attack begin with 
clonic spasm, this is local at the beginning, and the quick jerks spread¬ 
ing from the place from which they set out bear no resemblance to 
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the regular less jei-ky bilateral nuiseiilar contractions of a hysteroiil fit. 
In the former the patient has only to be kept from acJbidentJil injiny; 
in the hysteroid attack forcible restraint is often necessary. The p;iticnt 
h<as to be “ held down, and in this the e-ssential diftercnce in the character 
of the convulsion is revealejl. Moreover, the duration of a single epileptic 
fit seldom o.vceeds throe or four iniimtes, while most hysteroid attacks 
last a quarter of an hour,''and often contiimo much longer. 

A special diagnostic difficulty is involved in the occurrence of hystei’oid 
attacks of characteristic fonn, as the immediate sequel to minor attacks 
of epilepsy. The.so may be so slight in degree as to be unnotiee<l, while 
the hysteroid attacks are obtmsivo ami are alone described. It is, how¬ 
ever, common for «uch patients to have, at other times, atUicks of jietit 
mal without the hy.<itcroid scqrtcl. This can be aseci tained by inquiry, 
although their relation to the other attacks is scUlotn susj)eeted by the 
friends of the patient. It is also common for more severe epileptic fits, 
with tongue-biting, or micturition, to have occurred at some time, a his¬ 
tory of which is conclusive. That which should always cause a suspicion 
of the real nature of the case is the course of the disease. Pure, hysterical 
attacks do not recur in such a way as to constitute a ])rolongcd (lisease. 
Whanever a psitient has becMi subject to attacks, liystoioid in llunr 
obtrusive characters, for years, the malady is epilepsy with the hystei'oi<l 


sequel to minor attacks. ... 

It is most importiint to know the souivc of the fallacy which is due 
to the hysteroid condition superadilcd at jiubcrty to the simple minor- 
atUcks of childhood. The account given by the fiiends seems U> mean 
that previous attacks of petit mal have become severe convulsive tits. 
This sequence docs occasionally occur, but in most cases of the kind there 
is only an adilition of the hysteroid to the epileptic attack. The practical 
importance of the diagnosis is great. To do good the epilejitic element 
must bo treated ; the hysteroid may be disreganh'd. 

There is too little readiness to see that the tendencies on which 
“hysteria” depends maybe called into activity by any disorder of the 
nervous system, by functional disease as well as by that which is organic, 
and by any kind of that disturbance which we call functional. 

Vertigo is a common subjective symptom of a commencing epileiitic 
seizure when loss of consciousne.ss is not the first effect. W hen the 
vertigo is obtrusive it may bo a question whether the attack be one of 
epilepsy or oi auditory vertigo. The difficulty nilreased by the fact 
that in rare eases this epileptic aura may be attended with a .sinlden noise 
in the ear. In auditory vertigo loss of consciousness is very unusual, and 
even impairment only occurs in attacks .of e.xtrcme seventy. In these 
there is vomiting and petsistenco of the vertigo long after consciousness 
has become normal, a symptom which alone excludes epilepsy. I he* 
characteristic of the giddiness which is associated with cpi|cp.sy is ibs 
occurrence without exciting causes; it occurs when the i«itient is still. 
the absence,iOf excitation* by mox ement is occasionally met with 111 aural 
vertigo, but its presence is strong evidence of the latter. 
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Syncope, simple fainting, is generally due to a definite cause, such as 
emotion, a hot r(5om, and the like. It occurs in those who are deficient in >. 
strength. Loss of consciousness is not instantai^eous, and on its return 
consciousness is perfect in character from the first, although its degree 
may only slowly reach the normal. There is ^ot the “dazed” condition, 
which is a characteristic of the recovery from the minor epileptic seizure. 
Involuntary,micturitioTi never occurs during the uiiconsciousness of syncope, 
and is not rare in that of epilepsy. There is never any automatic actiop 
after simple syncope. 

Other diagnostic problems occur so rarely that it is needless to discuss 
them, especially since they are for the most part included in this aphorism, 
that the great characteristic of epileptic attacks is suddenness of onset and 
brevity of duration. To this may be added spontaneity of onset, provided 
it be remembered that a sudden emotion may excite an epileptic attack in 
a patient whose seizures are gcnei-ally without exciting influence. 

Prognosis.—^The prognosis of epilepsy is a question of therapeutics. 
That which we can perceive of its course and infer regarding its nature 
alike show it to be a sclf-pci-petuating disease, in which no expectation of 
spontaneous cessation can be entertained. This conclusion is undisturbed 
by the fact that the disease may now and then cease spontaneously; <fchis 
issue is so rare, and the conditions under which it occurs are so little 
known, that it cannot enter into a practical forecast. 

The recoveiy from the disease is freedom from fits without treatment, 
yet in no disease does treatment enter into the prognosis to the ssime 
extent, or in the same degree. Hence in most of the cases in which the 
prognostic problem involves that of cure, the prognosis as to the malady 
is determined by the conditions of the patient and the possibility of 
treatment. In this dise.*),so, as in many other diseases of the nervous system, 
but more than in most, observation of the present alone can aflbrd an 
accurate forecast of that which is to be. When every kind of attack is 
prevented, a patient is only on the road to a cure. As long as the slightest 
seizures occur, severe attacks would certainly occur were the patient to 
leave off taking the medicine which has arrested them. 

But treatment maj^ protluce a state which, however far short of a cure 
it may be, often involves a vast difference to the subject of the disease. 
The ability to work, the cjqMicity to enjoy life may bo regained, and as a 
consequence the relief of the friends from the pressing anxiety that is 
involved in the frequent occurrence of a fit. By treatment epilepsy is 
sometimes cured, but life is often transformed; and how precious thit 
imperfect result frequently is can only be discerned by those who have 
witnessed the gi’atitude it evokes. 

The shorter the duration of the disease, and the less frequent the 
Attacks, the brighter is the prospect of their permanent arrest. It must 
be' remembered, however, that the less frequent the attacks the longer 
has treatment to 1)6 maintained before its influence can be seen, and there¬ 
fore the more difficult is it to secure persevc'i’ance. The prognosis is 
better if attacks occur only in the night, than if they occur only in the 
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<lay, or in 1>oth sleeping and waking states. It is belter in idiopithic 
epilepsy than in the form which is the result of some old cerebral lesion. 

The most unfavoutable feature is the occurrence of minor attacks. 
These are often not influenced in the Icfist by the treatment which stops 
the severe ones, indeed thdy may become move frequent. So long as they 
continue, if medicine is stpppcd severe attacks will soon recur. Hence the 
extreme importance of their recognition b}' the indications mentioned in 
the preceding section. • 

Treatment.—The tendency to the reeurrenee of eonvulsions, whicli 
constitutes the disease we call “epilepsy,” can only be influenced by the 
administration of drugs ; that is, by tn-inging certain cheniical hubsbinees 
into artificial relatjon with the nerve ebmiinits eoneerncfl in the disease. 
The sketch of the uiTture of the. disease which was given in the introduc¬ 
tion should make the fact intelligible. Action is due to chemical union ; 
instivbility to too rcjuly union; stability is duti to some unknown moile 
of restraint of the tendency on the ])ai't of the atoms of the nerve i'b‘- 
ineiits to unite Avith the oxygen brought to them in the phisma with 
which the nerve stnicturcs are bathed. From this comes the molecuh's 
which they appropiiate for the maintenance of their nutrition and of 
their capacity for action. The nutrition of the elements and the replao*- 
ment of lost elements is under the influence of life, and so also is the 
liberation of the latent chemical energy when atoms escape*.. '1 he viUd 
influence is beyond our scrutiny, the chemical influe?u:e we can dimly 
<lisccrii. 

^lysterious as is the process, its control is not less so. The influc'ni'e 
of the alkaline bromides, of potiissiuni, sodium, ami ammonium, is tin*, 
most remarkable and definite therapeutical discovery <if the last half- 
century, and it u’as purely' empirical. It is within the exjierioncc of 
every student, that if a person who is having a sevc're epileptic fit eveiy 
week begins baking a drsichm •)f a bromide every clay, he may not haves a 
single fit for a year to come. iTet, during that time, thcrcs may havcj been 
no apparent perversion ivhatever of the normal action c)f the brain.^ 

We have no evidence that the bromide salt is dccomjioscd in the*, 
system in appreciable* degree, or that its influence dejsmds cm any 
separate influence of the bromine. Indeed the jn’oportion which its 
effect bears to the amount given is scarcely consistent with such an 

as.sumption. • 

, Wo can atscem no room in the constitution of the nerve substances 
for the assimilation by it eithej* of bromine cn- of its salt. A\e luuy 
conjecture that the s;dt exerts its peculiar influence as such; as such, it 
restrains the ill-timed action, the Avastefid liberation of iieiae eiiei^y by 
dissolutions of the molecules in Avhich enci'gy lies latent. How this le-^ 
straint is exert^l we cannot comprehend. It m^y* hoAvever, be noted tlwt 
such an influence of a salt is somewhat less difficult to undcritanci if the 
finely-divided gray substance at the extremity of the elendrons be the seat 
cd the transformation of latent chemical energy into nervous energy, than 
if we conceive the nervous energy to emanate from the nerve-cells. 
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The three alkaline bromides present little difference in the influence they 
exert. On careful comparative observation, we find it rare for a patieiit 
to do better on one than another; when such difference is met with, the 
greater influence seems to bo in proportion to the amount of bromine 
in the salt: that salt which is most commonly found more effective is 
bromide of sodium; and bromide of ammoniun^, sometimes seems to hiu e 
a greater influence than bromide of potassium. It is, however, almost 
impossible to control therapeutic experiments of this kind. The dift'oi'. 
ence is, moreover, of little practical importance. A combination of the 
salts has been recommended to prevent deleterious influence of the laiscs 
but there is no evidence of such influence, and we do not know that 
there is the decomposition necessary to permit the bajse to have a special 
effect. It is strange, indeed, to note how little (IN'idenee there is for 
opinions that are widely acted upon. Bromide of strontium has lieea 
recommended and widely used, but I have been unable to perceive any 
evidence of the superior value of this salt. 

Whichever bromide be employed, it must be given continuously ; tliat 
is, the influence must be maintained without interruption. It is neeessaia 
to continue the regular administration of it for two years after tlie 
occurrence of the last attack of any kind, and then to spend anSther 
year in gradually diminishing the dose. Kot until the end of the third 
year is it reasonably safe to omit the medicine altogether. This precau¬ 
tion applies to every method of treatment; there is no short method of 
cui-e. But the temptation to leave off the medicine is very great when 
the attacks have ceased ; but it is then that the prospect of a cure makes 
persistence of the greatest importance. The duty of perseverance must 
be enforced upon the patient or his friends. Moreover, it is necessary 
to arrest all attacks, the slight as well as the severe: so long as minor 
attacks occur, it is practically certain that a severe attack will soon 
follow discontinuance of the treatment. r 

The bromide may be given once, twice, or three times a day accord¬ 
ing to the frequency of the attacks. A single dose will generally suffice if 
the interval between them is one of several months ; but if it be less than 
two months two doses should be given. Thefe is little difference in 
effect between two doses and three doses a day provided the amount of 
bromide administered is the same. Two doses of 30 grains have gener¬ 
ally the same effeef; as three doses of 20 grains. A single dose may he 
given either at bed-time or after breakfast, according as thS"attack occurs 
in the night or in the day. ^ 

The object is to arrest the attacks, and also to afford a margin of 
stability sufficient to resist an occasional exciting cause. On the othci- 
hand, it is important that the dose given regxdarly should not be laigor 
*tkan is necessary to achie\ e this object. In many case.s that which is 
necessary tnd not excessive can only be ascertained by experience in the 
individual case. But the largest daily quantity which, as a rule, can he 
continuously borne with impunity is 90 grains—half a drachm thioe 
times a day; and for many, perhaps for most patients, this quantity is 
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large. The ordiiuuy nm.vinmm may be put at tiO or 70 guiiiis a dav. 
Curable cases do uot need more; and wlien more has'to be given, tin* 
tondency to the aitticl^s is so strong that bromide alone only relict c' .oid 
cannot arrest them. Kelief may indeed )>e almost as importaiu 
but it is untvisc to strive ^fter the unattiiinable. 

Th» same ^ily quantity is sometimes better given in three doses. 
The difference in effect ft slight, and is, on the tvhole, subordinate to the 
convenience of the individual patient. The system of increasing the dose 
when an attack is supposed to be impending is not to be commended. 
If such an increase be really necessary the constant dose is insuiiieient. 

Some years ago I tried carefully the system of putting a p<'iticnt 
through a course«of larger doses of bromide in the hope of producing an 
effect on the nutfition and functional tendency of the nerve structure.s 
sufficiently great to be eudiu'ing. The dose .and interval wei'e increased 
until an ounce of bromide was given in ncai-ly a jtint of water everv fifth 
day. A larger cjuantity was vomited. The n'sult was not encouraging. 
After such a course of increasing doses, reacliing the nia.xiiiiiun at tin* 
end of three weeks, maintained there for about a fortnight, and then 
diminished through auothei* three weeks, it was found th.at no Ijisting 
amelioration was pro<luced. It was still necessary to use ordinarv dost*s 
to prevent recurrence, and it was doubtful whether any more go<i<l had 
been achieved than would have rcsulte,d from the administration of 
ordinary doses for the .sjinu* time. 

Most pel-sons can bear CO grains of bromide <laily for years wilhoul 
the slightest interference w-ith the functions of tiic norious system. 
The arrest of attJicks is indeed often followed by some depression of tin; 
functions of the brain and of the general system, which depression ni;i,\ 
1)6 ascribed to the bromide. But if this dose prove insutticient, :ind 
another attack occur, the depression immediately j)assea off. The action 
of the nerve-centres suggests tlnit the i-opeated liberation of nerve energy 
in the epileptic fit induces the accumulation of latent energy, ready for 
similar release. This preparation can only bo jnevcntcfl by long-con 
tinned repression of its escape. But we also are conqielled to believe 
that nerve energy caiwiot be 2 )repared ready for instant release without 
an excess slow'ly passing off in what may be described as overflow 
(3). An abnormal amount, pi-ei'cnted from the escape for w-hich it has 

been produced, must i>ass oft" in its oicrflow- by other channels, and 

must thus*dcrangc the functions of those ijardi of the lirain with 
• which the centres are connected. Directly or indirectly this means the 
whole brain. It is important 1») realise this, in order not to misunder¬ 
stand the effect which follows the arrest of attacks. The direct influenci* 
of bromide cannot, indeed, be excluded, but in most cases it is not the 
chief cause »f the depression; the depression of function is in ma#y 

cases an inevitable concomitant of the process of cure. But it is*not 

enduring. It should be met by tonics; if these do not*su<fice, by a 
diminutioit in the dose of the bromide; only as a last resource shoulc 
bromide be omitted, for this involves a risk of fresh attacks, whicl 
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are less easily arrested a second time. It may be necessary to encounter 
the disaster, but it can only be justified by the gravest mental and > 
physical failure. It is important that this should be generally under¬ 
stood, because physicians are generally disposed to put all ill effects 
down to bromide, and to advise its discontinuapee without any adequate 
reason; but the cessation of treatment may mean the destniction of the 
prospect of a cure. * 

But bromide has its drawbacks. It is not surprising that it shoul4 
often interfere with the normal function of the bniin; the marvel is that 
it should so often arrest the abnormal and leave the normal almost or 
completely undisturbed. We can conceive no difference between its 
action on the abnormal discharges which occur without recognisable 
stimulus and the iiornml diseharges which are definitply excited. Yet a 
difference must exist, one sufficient to permit this agent to arrest the one 
and, in moderate but adequate doses, to leave the other free from appreci¬ 
able interference. However, Avhen doses of more than 75 grains a day 
are given eontinuously such interference becomes appreciable, and it is 
especially evident in the large number of cases in which the occurrence of 
epileptic fits is the expression of a gencml qualitative deficiency of the 
brain. In these cases the weakness of the intellect and backwardness 
of development manifest a state in which bromide cannot restrain the 
abnormal without interfering with the normal. 

These arc the patients in whom it is sometimes necessary to omit the 
medicine, and to permit the recurrence of attacks on account of the 
depression which is caused by the dose necessjiry to arrest the convul¬ 
sions. There is no reason to believe that any other dmg would be free 
from the same disjulvantages: we have no reason to think that epilepsy 
could bo cured by any agent except in the way that bromide ciircs it, and 
if we possessed any other means of inflxicncing the essential process its 
dmwl)acks would he of the sjirae kind. 

Another drawback is the familiar influence of bromide on the skin. 
Foci of suppurative inflammation, in which the formation of pus is small 
in proportion to the inflammation, are the common efl'cet; but the process 
may extend over a larger area, and give rise to a local dermatitis which 
produces a semi-pundent secretion, which dries into scabs like those of 
a rather thin ecthyma. In children large and deep ulcers may be formed 
on the limbs and elsewhere. Beyond the fact that bromine has been 
found in the contenta of the pustules, we have no facts ofe- significance 
regarding them. The tendency of the several bromides to produce this’ 
effect is in proportion to the amount of bromine they contain, but of the 
way in which the presence of bromine produces them we know nothing. 
Their occuiTenco, especially on the face and back, is doubtless due to the 
sgme conditions which make common acne most frequent ix those situa¬ 
tions. Patients prone to skin disease may have their own particular 
cutaneous afiection evoked by bromide. On the other hand, some 
persons present a perfect immunity from these lesions. Although persons 
with thin skins may suffer from distressing irritation and congestion, the 
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characteristic effects are chiefly seen in thick - skinned persons witli 
abundant “ comedones ” upon the face. Why some per!5>ns never stifler 
is'a problem which dpserves more attention tlian it has yet received. 
The tendency to the acne nipidly diminishes after mitldle life; it is, on 
the whole, less in men thap in women. 

Thesouly preventive of the bromide rash is jirsenie, in tlie projMU'- 
tion of 5 minims of Fowler’s solution to eacli scrni)le of broinitle. No 
Qjther expedient of any kind is even worth mentioninf;. In most ^K*rsons 
the arsenic prevents the rash more or h'ss, and in others it may reduce 
it to an endurable degree. But it must be continueil as long jus the 
bromide is continued, and it has its own e\ils. J haw never known any 
general symptoms^of arsenical poisoning to follow this treatment, but 
arsenical pigmenta1.i»n of the skin is common, and sometimes we must 
allow the piiticnt to choose between pigmentation and acne: never is 
there a moment’s hesiUtion however intense the jiignientation may be. 

Thirty-five yeai-s have pa.ssed .since the influence of bromine on 
epilepsy became known, iuid for the latter two-thirds of that time its 
success and failure have alike stimulated aji enei'geti<; search for that 
which should succeed when it fails, or to reinforce it when inade<|uate. 
Th» repertory of therapeutics in the prc-bromidic day.s, and all the 
pharmacological ingenuity of the present time, ha\ebeen brought to bear 
upon the problem. The result is not iininiportiint, and yet it increases 
by contrast the mystery of that which is obtained by the simj)le aflininis- 
tration of a simple .salt. 

But the influence of bromide is sometimes increased by the juUlition 
of other agents. Of these the most important are Ixdladonna, in doses of 
.■) minims of the tincttirc, and digiUlis in the same dose. At pre.sent it 
is not possible to give trustworthy indications for the use of either. It, 
deserves note that in the West of Kngland digitidis is an old ])opular 
remedy for epilepsy. The addition of either to an unchanged ilose of 
bromide sometimes causes the attacks to cease. Imlian hemp stems .i so 

to be oceasionally useful. . 

Biborate of soda is perhaps the most cffecti\ c of the drugs availaliU; 
in those inveterate cases in which bromiihs jiartially or wholly fails. It 
is one of a large number of drugs of which 1 have made careful com¬ 
parative trials ; it was first rccommcndcfl by me in 1880. In doses of 1 
to 10 grains three times a day, it often very much diminishes the fre¬ 
quency of attacks; but it does not .seem to be cajiable of arresting them. 
l*h this incapacity it corresponds with all other dnigs. The only draw- 
luicks arc trifling intestinal irritation, and a very typicid jisoriasis which 

readily ceases if arsenic is added. . 

Of the agents of repute in the prc-bromidic flays, little need be siiid 
of the chief on#, nitrate of silver. Thirty years ago piitients with .skins* 
stained by silver were occasionally trcatcfl successfully by broi^de. « e 

TW fact IS -i an fl\ worth iiitutioii, hut is ri’fem-il to la-caiisi- 

.. - 14, Iw. .. fil 


> Goulstoiiian Ixictun-s. T» fact is -can clj worth 
Its use aeema tcfJie thought, hy most of tlio,c who have written 111.011 it, to la .1 

antiquity. 


79 /. 


SYSTEM OF MEDICINE 


may reasonably conclude that silver does not offer us benefits commen¬ 
surate with the‘inconvenience of it. The chief drug Avhich has surA-ived 
the introduction of the bromides is zinc. The laQtatc of zinc, advocated 
by Herpin, is often well borne in doses of 5 to 7 grains three times a 
day, and it seems sometimes to add definitely to the effect of bromide. 
It is inconvenient on account of its insolubility ■, this is true also of the 
citrate, which again I have tried extensively.' The bromide of zinc is 
more soluble, but is not well tolerated by the stomach. On the wheje 
the oxide causes least irritation. 

The salts of zinc, however, seem to have more influence upon the 
minor attacks than on those that present convulsion. The influence is 
not great, but sometimes definite; and nothing is to ‘be despised which 
can influence these seizures. c *' 

Belladonna and Indian hemp, also, in some cases have a definite influ¬ 
ence on minor seizures; so likewise has morphia in doses of 5 to 10 
minims of the solution. The hydrobromate of hyoscine is rarely useful. 
Nitro-glycerine again deserves trial in many cases, especially in children 
with frequent minor seizures; and in any cases in which symptoms of 
vjiscular disturlsince arc unusually prominent. The dose may be from 
^ to IJ drops of the 1 per cent solution. It may bo combined *with 
bromide provided some hydrobromic acid is added to prevent decom¬ 
position. Strychnine or nux vomica harmonises well as a tonic. The 
immense number of other therapeutic agents which have been extolled 
may be passed in silence. Most of them I h.ave tried in vain, as well as 
a large number of drugs of which nothing has been heard. 

Operative treatment .—It would bo a waste of space to describe the 
various operations that have been advocated, whether on arteries or on 
the sympathetic nerv'es, “ which have their day and cease to be ”; 
fashions which are not much to the credit of the profession. 

One surgical procedure, however, stands on a different level. Ti'c- 
phining the skull is an ancient measure, undertaken ages ago, perhaps to 
let out an evil spirit. It has been reWved of late to permit the exit of 
an evil substance. When the disea.so can be removed, and there is a 
reasonable prospect that the eftccte will not suiwivc the primary cause, 
the operation is justified alike by reason and result. Such is the case 
when there is an irritating body which can be removed, bo it a spiculum 
of bone or a stationary tumour. Thus it is in the case of a spot of 
softening, which causes only local discharges manifested by local convul¬ 
sion. But when such disease, although removable, has so trained the 
whole brain into a habit of discharge that the attacks differ little from 
those of idiopathic epilepsy, the chances of the success of an operation 
are very small. A temporary arrest is followed by recurrence, and the 
• o^ly result is to add more or less hemiplegic weakness. 

In ca|e8 of idiopathic epilepsy, trephining has been sometimes 
followed by cessation of the attacks, but the effect has been seldom 
proved to be permanent. Most cases are pul^lished before a sufficient 
time has elaps^ to permit the effect of the operation to be estimatetl. 
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It is doul>tfiiI whether its tictiou is other than as an ciicrgctie countei- 
irritation. Faihircs, often unrcgjirclod, are too numei*)U3 to bring tlie 
procedure within reaaonahlc range, exeept perhaps in cases in which 
nothing is too grave, and no chance of good too small, to counterbalance 
the influence of the disejisc on the life of its subject. 

In <?asc8 in which some disease in the region of the cercbro-s]»in:il 
nerves is distinctly' the starting-])lace of fits, and the disease is .such as 
ean be removed, it would be certaiidy right to rid the jwitient of the 
apparent cause, or to arrest its influence by resectu)n of the ner\c so im- 
plicatctl. Such cases may be met with, but they arc e.xtremely rare. 
The few cases on record h;ive impresst'd themseUes nndnly on medical 
literature. J 

The status epiltopticus schloni yields to bromide, or indec<l to any 
drng except to chlorofonn, or to the hypotlei-mic injection of morphia, 
or of hyoscine. The close of morphia should Ix' small, not more than 
,'jth of a grain, repeated, if necessary, every three hours. Ilyoseine 
hydrobromato is sometimes effective, ^’,„th, ,'„th, or e\en ,,'„th gr. 
being injected. Among other measures which deser\e trial, however, 
are antipy'rin and nitro-glycerine. The latter is h'ss transient in its 
action than nitrite of amyl, and seems to ehangi! the functional state' 
by flushing the nerve-centres with artenal bhKsl. Inhalation of o.xygen 
might also do good, but the means are seldom at hand. 

Extreme care is nece.s.sary in the use of the hyjiodei'mie inji'clion of 
morphia in cpilcp.sy. I hate already mentioned that <leath has occurred 
from the administration of a tjnarter of a grain shortly before the 
occurrence of a fit. The coincidence of the <lccp post-epilejitie coma 
with the influence of the narcotic has been a slceji which knew no 
waking. Such cases are jirobably less rare than we sup])Osc. 'I'lie dose 
of morphia being within the common limits of safety, the cause of 
death may not bit suspected. This caution is esjiecially necessary in the 
status epilcpticus, in which there is not the pain which seems, in so 
sti’ange a way, to absorb the influence of morphia and le.ssen its narcotic 
ettect. 

General management .—The diet of the ejiilejitie should be frc'C fioin 
all that is obi'iously indigestible—raw fruit of firm tc.xtiire, such as raw 
apples, the skin of dried fruit, including currants, pastry, exeejit in sm.'ill 
((uantitics, and tough meat. It has liecn recommended, on theoretical 
grounds, thiit meat should not be taken, but a careful comjjarison of a 
number of suitable cases for successive jieriixls with aiul without meat, 
showed that the only difference*to be observed was that the attacks were, 
on the average, a little more frcf|ucnt and severe when meat was withheld. 
It may certainly be allowetl with advantage, in moderate quantity, twice a 
day. But I Hkve met with more than one patient who coukl not take l^eff 
without having an attack, although he coukl take other mc;|^, an<l many 
IKitients find it wise to from beef. 

It is irilportant that food shoukl be taken slowly, and that it should 
not be too large in amount, hlany young epileptics have a j)ecnliarly 



796 


SYSTEM OF MEDICINE 


ravenous appetite, especially before an attack, which should be restrained. 
Regular action of the bowels is of groat importance, and should be 
secured by a daily mild laxative; it is unwise to 'take the risk of even 
one day’s constipation. 

The life of the epileptic should be as uniform as possible ; irreguLarity 
in meals, overstrain in work, and excitement pf every kind sKould be 
carefully avoided. Exercise is important, but definite exertion is harm¬ 
ful. And this rule affords also a guide to the mcntfvl training of the 
young, which is often an anxious matter. The eductition may go on, 
without injury and even with advantage, if all strain be excluded, and 
if it be remembered that the excitement of the playground may be more 
harmful than the mental work of the school. The ^amc general ride 
applies to the life of older persons. The knowledge of the disease is 
sufficiently depressing to make it important that no other cause of de¬ 
pression should be added. 

As little dift'erence as possilde should be made in the mode of life, but 
it is generally necessary to avoid crowded rooms and the vertiginous 
influence of the dance. 

A knowledge of the nature of the mabuly is often carefully withheld 
from the sufferer. Rut such ignorance is undesirable if the needful fine 
cannot be secured, unless the patient knows from what he is suffering. 

Occupation .—The first point is that the occupation of an epileptic 
shoidd be one in which the attacks shcall not involve personal danger to 
life. This precludes a life at sea, on scaffolding, or about machinery. 
For the most pirt choice is restricted to sedentary occupations. Thi) 
only wise rule is to assume that the attacks will persist, however good 
the prospect of their arrest. If this be done, the course of the disease is 
unimportant so far as the life-work is concerned; if it be disregarded, 
years of training may be wasted, and life may have to be recommenced 
too late. t 

Marriage. —The question of marriage of epileptics is one of great 
ilifficulty. The influence on the individual sufferer is quite unimporbint. 
The chief consideration is the proliability of the transmission of the 
disease, or the production of its congeners, insaftity and idiocy. The 
sultscquent influence of such transmission on its subject, on the happi¬ 
ness of the parents, and on the welfare of the race, have also to be thought 
of. When epilepsy is the result of an old organic cerebral lesion, how¬ 
ever early in life this has occurred, it may be disregarded sif far as trans¬ 
mission is concerned. The difficulty chiefly arises when there is evidence 
that the disease is distinctly inheiitcd.* Regarding the risk of trans¬ 
mission in such cases, the patient may be informed that in genersil terms 
there is no certainty that the offspring will suffer; that the chances are 
clg^inst the .appearance of the disease in any individivd efiild; but that 
they are alsjii against the escape of one in every six children. With the 
statement of these facts the decision must be left to those immediately 
concerned. The general wclf.are of the community ivould pi%clude the 
marinage of any member of .a f.amily in which there is hereditary 
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disease; but the welfare of the community has not yet a definite iiiHu- 
ence on personal action. Minute as nnist Ihj the effect df any individual 
action, it is a part of that which makes for the well-being or ill-being of 
the race through years we cannot number. But “ Utopia ’’ has become 
a byword ; the Present is urgent, and the Future seems remote. ^\ hen 
uncertainty is added to distance, it is easy to evade that which is itself 
imperati\e. 

W. K. (tOWKKs. 
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PUEKPEKAL ECLAM PSIA 

Definition.—This name denotes epileptiform convulsions coming on 
during pregnancy, laboui', or childbeil; and dejicnding upon a disease, of 
the kidney which is peculiar to pregnancy. 

I’his definition excludes the fits of hysteria, epilepsy, gross disi'ase of 
the brain, injury, or known ])oison.s. Fits from one of these caicses may 
occur during the chiklbearing process, but they have only an accidental 
connection with it. They are not eclampsia, and arc to be distiiiguislii-tl 
from it (mle previous article, p. TSl). 

Frequency.—In pregnancy there is a special liability to kidney 
disease. The followng figures will show this. The Rcgistrar-denei al s 
report shows that the death-rate of women, agcil from 20 to 45, from 
acute nephritis, albuminuria, and imemia, is 4451 per million. llie 
average number of chiidren in a family, according to Duncan, is four-. 
Assuming all women to be maiTicd, this would give three yeai’.s, out of 
those from 20 to 45, passed in the pregnant state; and in this three 
years the deaths from the kidney di.sca.se.s namcil would be (i.'ll per 
'million. As according to the last census 4:1 per cent of women between 
20 and 45 are either single or widows, the incidence on the pregnant 
women would be about -,Vths of this figure, or 25.‘1 per million. Eclampsia 
moreover, is very rare in the first half of pregnancy; and this woidtl 
further reduce the estimated frerpiency of eclampsia, if pregnant womc-ri 
were not more liable to kidney disciise than others. But the death# 
rate from eclampsia is 702 per million. Taking 20 per (j^nt as the 
mortality, this would give 3510 per million as the frequency of the 
disease: wl^ch differs from most kidney diseases in that it often ends 
in recovery. Statistics of lying-in hospitals show that eclampsia occurs 
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in about one labour out of 500. The Registrar-General’a returns show 
that death from* eclampsia takes place in one out of 2543 labours— 
death-rate of about 20 per cent. Acute renal disease is therefore at least 
fourteen times more frequent in pregnant women than in women of 
corresponding age who are not pregnant. ^ 

The different renal diseases that may occur with pregnancy*— These 
diseases have been treated by many writers as one and the same; varying 
only in severity, and assuming in different patients different clinical 
aspects. But it appears to me that the cases fall into groups, and that 
the differences between these groups are broad enough to call for the 
description of each group as a distinct form of disease; that transition 
forms, intermediate between these different groups, are not found with 
the frequency that ought to occur if the disease but one malady 
moiUfied by conditions peculiar to individual cases; and, therefore, 
that the correct diagnosis and proper treatment of these different 
forms of disease will be promoted by keeping their differences clearly in 
view. 

The diseases may be divided into four classes; (i.) The diseases that 
occur also in patients who are not pregnant. A patient with acute or 
chronic nephritis, granular kidney, lardaceous disease, pyelitis, or any other 
renal disease, may become pregnant; and the pregnancy may mn its course 
without any great modiKciition of the disease by the pregnancy, or of the 
pregnancy by the disoise. I think such influence as the pregnancy has 
oil these diseases is detrimental, but not so great as to be capable of 
ilcmonstratiou. When renal disease of any kind coexists with pregnanej’, 
the child is more likely to die in the womb than if the mother were healthy; 
but the proportion of children born dead from this cause is not great (2‘J). 
(ii.) Ill pregnancy the pressure within the belly is raised : evidence of this 
is seen in the varicose veins and occasional oedema of the lower extremities. 
This niiscd pressure is not usually enough to produce an appreciable effect 
on the kidneys; but it may, when the uterus is very large, bring about 
the condition of the kidney that is seen with heart or lung disease ol> 
stmeting the return of blood. This condition of kidney is well known ; 
in pregnancy it seldom occurs, and it docs not produce eclampsia, (iii.) 
A chronic disease peculiar to pregnancy, (iv.) An acute disease peculiar 
to pregnancy. The two latter I have now to describe. 

Tun CHRONIC ItKNAI. DISEASE OE PRECNANCY.—Definition.— Saft 
has correctly defined the “pregnancy kidney,” by which he means, 
the chronic form of renal disease dependent on pregnancy, as follows:— 
“ A disease of the kidney, which takes rise in pregnancy alone, never leads 
to important disturbance of the general health, and in childbed quickly 
Gubsides.” > 

* In som^ cases renal disease commencing during pregnancy continues 
to progress after delivery. I have published (33) a case of Bright’s 
disease coming on during pregnancy, continuing Uf ter deli very,, and ending 
in death nine months after the Ijeginniiig of the symptoms—gi’aiiular 
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kidney and the cardio-vascular changes associated with it being found on 
necropsy. Such cases may seem to make the definition I have quoted a 
false one. But the ca^s in which kidne\’ disease continues to progress 
after delivery are in my judgment instaitces of kidney discjiso difVerent 
from that Avhich depends upon pregnancy. They coincide with pregnancy, 
but do nftt depend ixpon it. For correct prognosis it is essential that the 
kidney »lisease which depends upon pregnancy slu)idd be distinguished 
fi;pm other forms. 

Frequency of the chronic renal disease of pregnancy.—Diil'ercnt 
estimates of the frequency of albuminuria in pregnancy havt^ been given, 
from that of Blot, w'ho put it at :!.*) j)er cent, downwards. But the 
very high estimates have been made without distinguishing Ix^tween 
pregnant w'omen 1ml women in labour; or between albuminuria with 
casts, and albumin from the bladder or the vagina, or the mere trace of 
albumin from the kidneys which is the result of raised ])ressure on the 
renal veins. Ingerslcv took great civro to eliminate these, fallacies. lie 
examined the urine of 600 pregnant women, and found albuminuria 
present in 29, or 4’8 per cent; but in only si.x of them (1 j)er cent) 
were CJists present. Saft found albumin present in o'l) ])er cent of gravidse 
(newer before the thirtieth week), and in 4‘1 of multigravidsc. t'ast.s 
were only present in a fifth of them. 

Braxton Hicks examined the urine of 100 pregnant women (not stilted 
whether in labour or not), and found iilbuminuriii in 2 \ but one of these 
was a case of old kidney disease. Galabin (.40) o.xamimMl the urine of 16 
pregnant women, but found allmmin in one only, llofmcier (68), from 
an examination of the statistics of the Berlin lying-in cha'-ity for iOJ. 
years, out of .5000 cases, found 137 of nephritis, or 1 in 37 ; iind of 
these 137 eclampsia occurred in 104; but it must be rcmeniberc<l that a 
lying-in hospital connected with a grciit school of medicine would be 
likely to receive t^n unusual number of IkmI cases, llofnioier also e.\- 
amined 170 pregnant women for albuminuria, and found it present in two, 
or 1 in 85. Koscnstcin estimates that about 1 in 4 of pregnant 
women with i-enal disease get eclampsia. Looking at these figures 
collectively I think w* shall not go far wrong in roughly estimating 
the frequency of renal disease in pregnancy as about 1 per cent. 

During labour albuminuria from pressure on renal veins is more 
frequent than during pregnancy. Ingerslcv found that out of 153 women 
in labour tha urine contfiincd albumin in 50. Of tAese .50, 46 ha<l also 
Seen examined during pregnancy, and allmmin was then present only in 
15. Haft found albuminuria pl^3sent during labour in 32 jicr cent of 
primiparsfi, and 2 2'6 per cent in multipara;. Albumin is found in the 
urine oftener after the rupture of the membranes than before; and 
oftener when labour has lasted long than at the beginning of labour. lu 
80 per cent it disappears within forty-eight hours after «lclivc|y. _ * 

Clinical history.—The average .age of the patients with this disease 
is above that of patients with eclampsia; and among them is not found 
the preponderance of first pregnancies that is observed with eclampsia. 
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The symptoms which bring the patient to the doctor are not striking: a 
little oedema, ndc of feet only; rectirrence of vomiting, such as the patient > 
had early in pregnancy; slight shortness of breach; some unaccustomed 
headache; weakness; more jMillor than usual. These symptoms have 
come on so gradually, generally during the second half of pregnancy, that 
the patient can seldom give a definite date at which they commenced. 
The urine is generally lessened in quantity, but'the amount may be about 
the average of health. If the quantity of urine is increased, the kidnqy 
disease is not that which depends upon pregnancy. It is clear, and not 
of high specific gravity; it may contain so much albumin that the urine 
becomes solid on boiling; but a more usual amount is from a quarter to 
half its bulk. The albumin is mainly jiaraglobulin; serum albumin 
suggests that the renal disease is not duo to pra^ancy. The urine 
deposits casts, usually granular. The amount of urea daily excreted is 
always below the average of health, even if the quantity of \irine is not 
lessened. The degree of this diminution is important in prognosis; the 
more urea the patient excretes, the more likely is it that after delivery 
the renal disease will disappear. If, after due estimate of diet, the excre¬ 
tion of urea is greatly diminished, the albuminuria will probably persist 
after delivery. «• 

Delivery is followed by diui-esis. In patients suffering from the 
pregnancy kidney only, this diuresis is in proportion to the diminution of 
the amount of urine during pregnancy. The diuresis generally reaches 
its height from the third to the fifth day, and lasts about a week. At its 
height the amount of urine passed in the twenty-four hours may be twice or 
three times the average of health. AVith the diuresis there is an increase 
in the excretion of urea; the daily amount may be 600, 700, or 800 
grains. The increase in the excretion of urea during the first week of 
childbed is greater in the patients whose albuminuria disappears than in 
those in whom renal disease persists. 

Relation to eclampsia.—Although this form of kidney disease causes 
but slight symptoms, and ends usually in recovery, yet in probably about 
one case in five the acute disease which causes eclampsia becomes sujjcr- 
added to this chronic disease. For this reason trie chronic renal disease 


is important. 

Morbid anatomy.—We know nothing of the morbid anatomy of this 
chronic disease, for it is not fatal. The morbid changes in the kidney 
can only be found o'Ut by examining the kidneys of a pregnant woman 
who, having this disease, died from some accidenttd cause, and 1 know oi' 
no such record. A few necropsies have'been published, but the accounts 
are not harmonious ; for the evident reason that the patients who died 
were suffering from forms of renal disease such as occur independently of 


firegnancy, and not from that which depends upon pregnancy. 

* Treatnyent.—There is no drug that will cure the chronic renal disease 
of pregnancy; nor even one which will affect its course favoimably. 

The first thing in treatment is rest. This means that the (.patient is to 


be kept lying down in a warm bed, and protected from exertion and ex- 
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poBure by the attentions of a good mii-se. In a patient so treated the 
albuminuria will almost always diminish, and the quantity of urine and 
urea will almost always increase. 

French writers very strongly advociitc milh diet. This means that 
the patient is kept on milk, and nothing but milk, from five to nine pints 
being giVcn daily. The only other treatment is an occasional laxative to 
counteract the constipating eftect of the milk. They relate cases in whicli 
improvement has followed this treatment^ and in which eclampsia has 
been prevented by it. Tarnier says that he has seen the symptoms 
supposed to be prodrome of eclampsia disappear under milk die^ and 
return when the patient was put upon a nii.ved diet. I have seen 
albuminuria dimiiftsh while the patient was on milk diet, and increase 
again when beef-te^ was allowed, the jjivtient’s circumstances being not 
otherwise altered. I therefore think that milk diet is bcncticial and 
important in this disease, but I think it less importjint than rest. I 
have not seen accounts of cases treated by milk <liet without rest in bed. 

The ewe for the chronic renal disease of pregnancy is the induction of 
premature labour ; the main question, therefore, is w-hether this should be 
done or not. (As the symptoms are seldom well marked until the hist 
twef months of pregnancy, the question is usually one of premature labour, 
not of abortion.) If induction of labour bo recommended, a delay of a 
day or two will usually be asked for, in order that suitable preparations 
may be made for the arrival of the baby; and therefore a trial of expectant 
treatment will generally have to be made before labour is induced. If 
during this trial of expectant treatment all the symptoms rapidly improve, 
the induction of labour may be postponed, or abandoned. But if, in 
spite of rest in bed and milk diet, the albuminuria and the accompany¬ 
ing symptoms persist, I think labour should be induced without delay. 

The only objection to the induction of labour is the greater risk to 
the child’s life fijorn its premature birth. But with the help of an 
incul^tor a premature child may be reared without great ililficidty. 
Wore the pregnancy allowed to go on, the probability of the birth of a 
living child is not so great as it would be if the mother were hesilthy; 
for renal disease brings with it an increased liability to intra-utcrine 
death of the child; and in eclampsia the f.etal mortality is high. But 
were the objection on the ground of the danger to ftetal life a stronger 
one than it is, I think that it should be disregarded in the face of the 
liability to eJlampsia which threatens the mother it the chronic renal 
disease of pregnancy lie allowed to go on. 

A similar question may arise’early in pregnancy, when a woman who 
already bn.a some kind of kidney disease becomes pregnant. If the 
disease be slight, and the effect of pregnancy upon it not appreciable, 
there is no nSed to interfere. But if the kidney disease be enouglf 
distinctly to deteriorate the patient's health, and, above all,^ if^t have got 
worse since pregnancy, I,think that the induction of abortion, as soon as 

these point# have been established, is good treatment. 

A somewhat similar question is whether pregnancy shoidd be allowed 
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to go on ill a woman who had one kidney removed. Twynam has 
collected cases from which to answer this question. The answer is that 
women after nephrectomy can bear children without very great danger, 
provided their organs and the remaining kidney are healthy. If the 
remaining kidney be diseased, I think that abortion should be induced. 

The acute renal disease of pregnancy. —This is sometimes 
preceded for weeks or months by the symptoms of the chronic form of 
renal disease ; and from them it may be inferred that the acute disease 
has attacked kidneys already the subject of the chronic renal disease. In 
other cases the disease attacks patients who have never complained of 
any symptom or shown any sign of disease, and ifhosc kidneys are 
healthy. Dr. Handheld-Jones mentions a case" in which normal 
urine was passed half an hour before delivery, yet within three hours’ 
time puerperal convulsions manifested themselves, and bloody urine was 
passed, which on boiling became almost solid from coagulation of albumin. 

In some such cases the patient has a fit without warning of any kind. 
In others premonitory symptoms of a kind different from those of the 
chronic form of renal disease precede the fit by a few minutes or hours. 
These prodroma are chiefly sensory. The patient may have Iieadadie y at 
first slight and occasional, then persistent and very severe, so that it 
may make her cry out with the pain. Delirium, restlessness, sleepless¬ 
ness, or excessive somnolence and mental hebetude, may precede the fit. 
There may be visual troubles; asthenopia from failure of accommo¬ 
dation, amblyopia, diplopia, hemiopia, or amaurosis. Blindness may be 
sudden in its onset, and may be sudden, though it is oftener gradual, 
in its departure; in many such cases ophthalmoscopic examination has 
failed to discover any change in the retina to account for the amaurosis. 
Hocker attributed this transitory amaurosis to a retro-retinal oedema, 
interfering ivith the function of this membrane,' whiqh oedema may be 
absorbed, the normal state being then completely restored. There may 
be a sensation of light; thus J. Bamsbotham (56) mentions a case in which 
the fit was preceded by an exclamation that the room was studded with 
diamonds. Acute epigastric pain, sometimes so isevere as to make the 
patient cry out, and accompanied with a sense of oppression and shmt- 
■iiess of breath, are occasional premonitory symptoms. The latter symptoms 
may precede the pain. (Edema of the face and upper extremities, as well 
as of the feet, is often present; because the acute renal (disease which 
causes eclampsia is often superadded to the chronic renal disease ol 
pregnancy. But it is not a symptom clfaracteristic of the disease which 
causes fits. Ingerslev, out of 71 cases of eclampsia, found no oedema 
in 15, and in 36 oedema of the lower extremities only ; that is, in 51 cases, 

72 per cent,- the kind of oedema characteristic of kidifey disease was 
absent , 

Acute reiud disease vnthout Jits. —Sometimes, but rarely, patients have 
symptoms like those which precede and accompany eclampsias—headache, 
restlessness, giddiness, oedema, severe epigastric pain, amblyopia, and 
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eveu stupor, together with the passage of a small quantity of urine solid 
with albumin but without fits. There may be a few unilateral twitch- 
ings only, but no general convulsion; or there may bo no convulsive 
movements at all. This condition may pass off during pregnancy, with 
or without death of the child, the acute symptoms lusting two or three 
days onV. and the whole illness lasting about ten days (13, 34, 40). 

Antecedent conditions.—(i.) The disease is especially frequent in fird 
pregnancies. Thus Chantreuil (19) found that out of 683 cases, 522 were 
in first pregnancies, against 161 in multipara*; and Schauta, out of 
.306 cases, found 253 in first pregnancies, against 53 in multipara'*. 
Schreiber found 109 first pregnancies, or 79 o per cent, against 28 
multiparae, or 20‘.5 per cent. 

(ii.) Tmn pregn^neg. —There is no doubt that eclampsia is more 
frequent with twin than with single pregnancies. According to llartcls, 
Tatzraann, when doubtful whether a large uterus contained twins or nut, 
was accustomed to decide against twins if the urine contained no allmmin. 
Schauta out of 341 cases of eclampsia found 27 cases of twin 
pregnancies. Hofmeicr (39) found out of 104 cases of eclampsia, 9 
eases of twin pregnancy; Lohlein out of 103 eclampsia ca.ses, 5 of 
twin pregnancy; and Schreiber out of 137 eases of eclampsia, 12 twin 
eases. Putting these figures together, they show a ratio of 1 twin 
pregnancy to 13 normal pregnancies, the proportion in pregnant women 
generally being as 1 to 80. Acconling to Litzmann (as quoted by Kartels), 
this special liability to kidney disease does not occur when the uterus is 
unusually distended by dropsy of the amnion without twin pregnancy. 
Dropsy of the amnion, in single pregnancies, i.s so rare that it is clifiicult to 
test this statement. Nothing like eclampsia is ever mot with in abdominal 
tumours—ovarian, uterine fibroids, etc.—which sometimes get much larger 
than any pregnant uterus. On the other hand, eclampsia has been observed 
with ectopic pregnancy. These facts indicate that the frequency of 
eclampsia with twin pregnancy arises from the, presence of two children 
in the womb, and not from mechanical distension of the l>elly. 

(iii.) Reflex irritation. —In patients liable to fits, any irritation or strain 
of the nervous system ^lay cause the patient to have more fits than wouhl 
otherwise have occurred. Hence in the etiology of eclampsia vai-ious 
causes of nervous disturbance have Ijeen assigned a place. Among them 
are fright, and emotional or physical shock; and depressing influciices, 
such as poviyty, anxiety, the disgiuce of illegitimate»pregnancy, digestive 
•flisorders, retention of urine, and exhaustiem from prolonged labour. But 
eclampsia usually attacks patients who have not ^en exposed to any of 
these causes; and there is no evidence that they influence pregnancies 
in which eclampsia occurs any more frequently than those which end in 
normal laboun Their utmost effect is to make the patient have moyt 
fits than she would have had if in robust health, and it is doubtful if they 
do even so much as this. 

It has j?een said thaf eclampsia is more frequent at certain seasons of 
the year, and also that it is sometimes epidemic; but these statements 
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are not borne out by statistics, which show that, when large numbers ate 
analysed, about the same number occur in each month (60). 

Time of onset.—The disease may come on before, during, or after 
labour, but is most common during the first stage of it. Statistics show 
that the number of cases in which the fits come on during labour is 
greater than those, put together, in which they come on either before or 
after labour. Thus Charpentier (22) quotes a table from Wiegert of 455 
cases collected from sixteen different authors. In 236 the fits came on 
during labour, in 109 before, and in 110 not till after. Schauta found 
the fits began during labour in 186 cases, in 42 they preceded it, and in 
82 they followed delivery. Schreiber found 23 before labour, 85 in 
labour, and 29 after delivery. When the fits begin dvring pregnancy it 
is generally in the last two months. A few cases,have been observed 
before this date, but they are rare. When the disease comes on during 
pregnancy, the attack is generally followed by the onset of labour, usually 
immediately, but sometimes not for some days; yet occasionally the 
convulsions cease, the patient recovers, and goes to tenn. When the 
disease occurs after delivery it is generally soon after it. 

The fits.—These are epileptiform; that is, there is loss of conscious¬ 
ness, tonic spasm, followed by clonic, and then by coma. It is said Uhat 
in eclampsia the cry which sometimes precedes an epileptic fit is absent; 
but, as by no means all epileptic fits begin with a cry, the distinction is 
not important. The spasms are generally bilateral, but commonly affect 
one side more than the other; I know no rule as to the side more often 
affected. Dr. Braxton Hicks observed the uterus participating in the 
muscular spasms. The duration of each fit is seldom longer than a 
minute. Cases have been described in which the fit is said to have 
lasted twenty minutes; but these are really instances of a succession of 
rapidly following fits. The interference of the fit with respiration is 
such that a fit which lasted longer than two or three mimites must be 
fatal by asphyxia. ^ ‘ 

The fit is never followed by an immediate return to healthy con¬ 
sciousness, but always by coma, which lasts a variable time—from a 
few minutes to several hours—and gradmilly pqpses into stupor, unth 
restlessness and delirium, in which the patient often indicates that her 
head is painful. Sometimes increased restlessness precedes another fit. 
Sometimes the patient lies in persistent coma interrupted by fits. The 
coma is not a mere effect of the fit; for its depth and duratign are not in 
proportion to the number of the fits. I have published a case in which* 
the patient had two sets of fits: ona while the urine was almost 
suppressed and was solid with albumin, and a second set when the renal 
function was partly re-established; in the second set of fits the coma 
was of short duration. The fits and the coma are alikct effects of the 
disease. 

In most tases there ai-e not more fits than a single digit will express; 
there may be only two or three. On the othei* band, it is sigd that as 
many as 160 have been counted (26). They do not recur at regular 
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intervals. If the iita are many the disease is severe; iy more than half 
of the cases in which there are over twenty-five fits the disease is fatal. 

The urine (35). —^i) QuanfUii .—The urine is diminished in quantity 
to from one-twelfth to one-third of the average in health. The secretion 
Itegins gradually to be re-esbiblished in from six to twenty-four hours 
after thb fits have ceased. In a few cases fits recur after the restomtion 
of the urinary secretion has begun; but they are then not followed by 
•uch prolonged coma as when the disea.se is at its height. If the 
secretion of urine be not re-established, the jxitiunt dies. Observation of 
the amount of urine secreted is therefore im])ortnnt for prognosis. In a 
few cases the quantity of urine is not diminished, and may oven be above 
the average of health; these ai ‘0 cases in which the acute renal disease of 
pregnancy has attacked kidneys already the subject of disciiso such as 
may occur independently of pregnanej’. If such patients recover from 
the eclampsia, renal disease persists. 

{li) Specific (jravitff .—Although the quantity of urine is diminished its 
.specific gravity is very high—from 1030 to 1015. As the quantity of 
urine increases, the specific gravity decreases. In the exceptional eases, 
in which the quantity of urine is undimiiiished or alwve the average, tlie 
specific gravity is lower than normal—1010 or thereabouts. 

(<■) Urea .—The excretion of urea is largely diminished. In most Ciises 
not only is the quantity of urine diminished, but the jicrcenfagc of urea 
in the scanty urine is lessened; yet in some the pcreentiign is nciirly 
nonnal, the urea excretion being diminished nearly in proportion to the 
diminution of the urine. The excretion of urea does not begin to be 
re-established until some hours after the cessation of the fits. Sometimes 
the percentage of urea in the urine begins to rise before there is any 
considerable increase in the (piantity of urine; in othens, the restoration 
of the urea elimination goes with increase in the amount of urine. In 
the exceptional cf^es, in which the quantity of urine is not lessened, the 
percentage of urea is so much reduced that the amount cxcretc<l is fai- 
ImjIow the average of health, even in cases in which the. .amount of urine 
exceeds the average. In some cjiscs the elimination of urea is not re¬ 
established, but its amdunt goes on diminishing: in such cases the illness 
ends in death. 

(d) Alhnmiii .—In all cjiscs the urine, at one stigc of the illness, 
contains so much albumin that, when boiled, it becomes solid. In most 
cases the patent is not seen until she has had fits, and the urine is solid 
with albumin; in such cases we know not at what period this great 
albuminuria began. In Dr. Haiidfichl-Jones’ case the urine was free from 
albumin three and a half hours before the fits. In cjiscs previously 
under treatment, whether for the chronic renal disease of pregnancy fu- 
for renal disease such as occurs apart from pregnancy, the urine <locs qoft 
become solid until the patient has had fits ; and each fit is alffiost jilwjiys 
followed by an increase ip the amount of albumin. 

It has %een argued that in cjises in which the fits come on without 
Warning, in subjects apparently healthy, the .albuminuria is jiltogether a 
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result of the fifs; but in disease, other than renal, which causes fitis 
—in epilepsy, cerebral tumour, etc. — the fit or fits are either not 
followed by albuminuria, or the urine next passeri contains only a trace 
of albumin. Such fits, even when they occur in pregnant women, are 
never followed by the passage of urine solid with albumin. But, as 
patients who are not aware of illness do not conye for examinatioA, I know 
no case of eclampsia in which the urine had been examined immediately 
before the onset of fits; it must be‘admitted, therefore, that there is rn) 
evidence which directly negatives this supposition. 

The albuminous precipitate is composed of at least two kinds of 
albumin : serum-albumin and paraglobulin ; and their relative proportion 
varies. The few observations that we have show tha{, in cases in which 
there is much serum-albumin and little paraglobrflin the prognosis is 
worse than in those in which there is much paraglobulin. Serum-albumin 
is less diffusible than ^mraglobulin; hence it seems as if much damage to 
the renal cells is necessary to allow it to get into the urine in large 
quantity. 

The distinction between the two kinds of albumin is made by saturating a 
specimen of urine with magnesium sulphate. This precipitates the paraglobitlin, 
but not the serum-albumin. The specimen is freed from the paraglobulin by 
filtration, when the scrum-albumin may be thrown down by heat and nitric 
acid. The precipitate so obtained is compared with the precipitate thrown down 
by heat and nitric acid from urine from which the paraglobulin has not been 
previously separated. 

In cases which end in recovery, the albumin in the urine quickly’ 
<liniinishes after delivery, and usually disappears within a week, sometimes 
before. If eclampsia occurs in pregnancy, and, as sometimes happens, the 
patient recovers without labour coming on, then, after the fits have ceased 
to occur and coma has passed off, the albuminuria dimviishes; but it does 
not disappear, as a rule, until the patient has been delivered. 

(e) Casts. —In most cases the urine contains a few granular casts; in 
some none can bo found; and in some the casts are many. 

(/) Sugar. —According to Stumpf, there is adetone in the breath and 
sugar in the urine; and he explains the disease by supposing that the 
acetone irritates the liver and kidneys. I have in most cases found 
sugar to be absent; its occasional presence is not accompanied by any 
symptoms like those of diabetes, and is, I think, accounfed for by the 
. reabsorption of sugar of milk from the breasts: it is transient galacto- 
suria, not diabetes (48). ‘ 

{g) Leuem aiul I’yrosiii .—These compounds are not spontaneously 
deposited from the urine in eclampsia; but Sir John Williams has 
^p^blished two cases in which they were sought for by chlbmical methods, 
and foxmdf 

Temperature. —During the height of the c^isease the temperature is 
usually raised, but not to a very high degi'ee. A temperatifte over 103 ” 
is exceptional: its common range is between 100“ and 102'. It fluctuates 
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irregularly from hour to hour, variations which have not yet been reduced 
to rule. No association of other phenomena of the diseq/se with particular 
variations in temperature has yet been shown. Winckel says that the 
temperature rises afteF a fit; 1)ut I have repeatedly found it to fall. In 
some cases, even though fits have ceased, the patient continues comatose, 
and the temperature goes oti stcitdily rising until the patient dies (12). 
A temperature of 108° has been observed in such a case (31). Hyimlitte 
has published charts illustrating ^.his. Galabin h.a8 published a casi* 
*of a series of epileptiform fits without albuminuria, proving fatal by 
hyperpyrexia, the temperature going up to 109°, in a child aged 11. It 
seems to me that such a mode of death is like the apoplectiform or 
epileptiform congestive attfreks, attended, when fatal, with mpid rise of 
temperature, thai ^re met with in various chronic cercbro-spinal diseases, 
such as sclerosis, general pamlysis, old hemiplegia. But this is not the 
only mode of death. The temperature may fall before death, or it may 
be normal or subnormal throughout. Hence absence of fever is not 
sufficient ground for a favourable prognosis. 1 think, idthough I cannot 
adduce proof, that cases without pyrexia are those in which kidney 
disease was present before pregnancy. 

, Arterial blood-pressure.—Some have regarded this sign as of groat 
importance; but we do not know whether in eclam]>sia it is a goorl or a 
bad thing for the blood-pressure to be high. Ball.antyno has care¬ 
fully studied it in three cases, so far as is po.ssiblc, by the aid of the 
sphygmograph. His provisional conclusion is that in the first sbige of 
labour with eclampsia, even if the pulse be small the presmire is high. 
During the fit the pressure is greatly increa8e<l, to fall again between the 
attacks. But if the first stage bo iwolonged and the fits frc(|ucnt, the 
arterial pressure falls, and the pulse ma}' become dicrotic, oi- even hyper- 
dicrotic. There seems to be no close relation Iretween the tcmjjeraturc 
and the blood-pressure. Ballantyne notes some variations in childlxsd 
which, if verified, are hard to understand; they may depend uih)ii cause.« 
peculiar to the individual case: therefore 1 do not quote them. 

Retinitis.—In some csises retinitis is present. In those cfises chronic 
renal disease has usually been present before pregnancy began; and the 
disease persists after delivery. Milcy has shown that with Bright’s dis¬ 
ease retinal changes occur late in its course, and affect prognosis; the 
mortality of cases with retinitis being double that of the cases without 
this compli^tion. Eighteen months is an exceptionally long duration of 
life after retinitis has been recognised. From this it follows that retinitis 
with puerperal eclampsia indicjites an unfavourable prognosis. But Bull 
of New York, while concurring with Miley in the unfavourable prognosis 
of renal disease with retinitis, says that in albuminuric retinitis, due to 
scarlatina or,pregnancy, he has “ repeatedly seen deposits completely ab¬ 
sorbed and vision restored to noimal.” I have seen the albumin disappear 
after eclampsia with retinitis; but impairment of vision rtmained. Sir 
T. Grain^r Stewart ssjys “ retinitis albuminurica is always a very serious 
symptom, except when it occurs in pregnant women.” 
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Coarse and terminations. —^Eclampsia seldom lasts longer than forty- 
eight hours. It generally ends either in recovery or death Mdthin that i 
period. 

(i.) Eecovery.—About four-fifths of the cases Ind in recovery. The 
fits cease, and the patient gradually recovers from the coma which followed 
them. The secretion of urine begins to be re-established a fey hours 
after the cessation of fits; but it takes from two to four days for the 
secretion to become as abundant as ii\ health. After the patient has re¬ 
covered consciousness, languor, mental dulncss, loss of memory, and some-” 
times ocular troubles, persist for a time. Generally these effects pass off 
within a fortnight; but sometimes loss of memory lasts for two or three 
months afterwards. 

(ii.) Death.—This may occur in one of several wa^si (a) The coma 
may grow deeper and deeper, with or without cessation of fits, and the 
temperature steadily rise until the patient dies with hyperpyrexia, (ii) 
The patient may die in continuous coma with a falling temperature, or 
with a temperature subnormal throughout. I think that the latter mode 
of death occurs in cases in which the kidneys were diseased before the 
pregnancy, (c) After eclampsia the patients always suffer for a few days 
from bronchitis, which is a result of the extreme venous congestion of l^e 
lungs during the fits. Sometimes more serious lung changes come on, 
and the patient dies, usually during the week following the eclamptic 
seizures, from capillary bronchitis or pneumonia. Schauta, out of ninety 
autopsies, found four cases of oedema of the lungs, nine of lobular pneu¬ 
monia, one of hypostatic pneumonia. 

The foregoing are the usual modes of death. There are rarer ones. 
(fl) Cerebral or meningeal haemorrhage has been found on autopsy oftencr 
than I think ean be accounted for by supposing it due to accidental 
complications, or to errors in diagnosis. Schauta found what was called 
“ apoplexy ” (large cerebral haemorrhage being specified in four) recorded 
in ten out of ninety eclampsia cases examined after death. This fre¬ 
quency is explained by the greater liability of patients whose kidneys are 
alreatly diseased—including those with granular kidney and degenerate 
cerebral vessels—-to the acute renal disease of pjegnancy. (e) Death 
may happen by asphyxia during a fit, in consequence of the fixation of 
the chest by tonic contraction of the respiratory muscles and the result¬ 
ing aiTest of respiration. (/) Bailly has published a case in which death 
took place by suffocation from swelling of the tongue, produced by 
haemorrhage into its substance from the bites inflicted during the 
fits. 

There may be more remote sequels. The fits themselves damage the 
brain. Puerperal insanity is more frequent after eclampsia than after 
normal delivery. Thus Charpentier, out of 203 cases of eclampsia, foimd 
19*Spllowed by insanity, or 9‘2 per cent The frequency of insanity 
in childbed generally, according to a table compiled by Kehrer, is about 
0*2 per cent. ' ^ 

I have mentioned cerebral haemorrhage as a cause of death. There 
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may be bleeding into the brain, but not enough to kill the patient; if so, 
hemiplegia will persist. But this is a lure sequel. 

Prognosis. —Death^occurs oftener in niultipiira* than in primipiu-ie. 
Schauta, out of 306 cases, found the death-rate among primiparse to lie 
.■17'3 per cent; among mu^ipane per cent. The mortality is higher 
the earlier the fits conic on. Thus, out of 309 cases, Schauta found the 
death-rate of those in which the fits preceded labour was 52'2 per cent ; 

those in which the fits came on during laliour, 40’2 per cent; but of 
those in which the fits did not begin till after delivery, '27"2 per cent. 
These figures shoiv a mortality considerably higher than that which 
usually occurs from eclampsia. I discover not from Schauta’s iwqicr the 
reason for this; his figures arc based u[ion cases observed in hospital 
practice, and it ma^^c that the table includes eases delivered in lyJng-in 
hospitals in pre-antiseptic times, or that cases of exceptional severity 
were sclecteii for admission. Whatever the explanation, it does not aficct 
conclusions based upon the com|)arison of difiorent groups of cases ail 
under similar conditions. There is no concomitant variation between the 
number of the fits and the death-rate ; though upon the whole the death- 
rate rises ivith the number of the fits. Thus in most wises the fits do 
iiotsexceed ten, and the death-rate is about 20 per cent. Of those in 
which the fits exceed twenty in number, more than half end in dciith. 
t)f those in which the fits exceed fifty in number, almost all so end. 

The risk to the child .—The fietal mortality is high. The lowest esti¬ 
mate that I am acquainted with, taking all cases together, is .30 [ler cent. 
Charpentier (23) puts it at 44 per cent; Charles, liasing his estimate 
on statistics derived from Belgian maternity hospitiils, at 42 per cent; 
Tarnier at from GO to 77 per cent. Schreiber found a fietal death-rate 
of 26'1 per cent. Schauta has shown that the fretal mortality, like that 
of the mother, rises with the number of the fits. lie found the fietal 
mortality, in cases in which the number of fits did not exceed ten, to be 
about 14'3 per cent; while of those who had more than twenty fits, more 
than half the children were born detid. This high foetid death-nite is 
chiefly duo to asphyxia during the fits ; piirtly also to the frcipicncy of 
premature delivery and* the unusual number of twin pregnancies. The 
mortality that is due to the effect of the fits upon the child will obviously 
be reduced to a minimum by the extraction of the child iis early as 
possible, while it is alive. I shall consider subsequently whether this be 
good practice »r not; I only point out here that it reduhes fietal mortiility ; 
ahd the widely different results as to foetal mortality that 1 have quoted 
very much depend upon whether •this practice was followed or not. 

Inflwnce of (he death of the fietm .—It has been said that the death of 
the foetus, when eclampsia is present, produces a change for the better. 
This was stated*by Winckel (74), and has been emphasised by Byers (18),j 
who says he has frequently verified it. But these writers have not de¬ 
tailed the facts upon which their clinical inference rests. Dr. Barbour has 
related a case in which rapid diminution of albuminuria and disappear¬ 
ance of oedema coincided with death of the foetus in utero; and he quotes 
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three other cases observed by Underhill, Maclaren, and Spiegelben/ 
showing the saifle thing. He rightly says that four cases are not enou<^l* 
to justify a conclusion; but if further observatioijp should show that the 
concurrence of death of the child and diminution of albuminuria is more 
than a coincidence, a reasonable inference would be that the albuminuria 
is due to a condition of the maternal blood induced by pregnancy. On 
the other hand, Schreiber (62) has published foifr cases in which the disease 
came on in women who were delivered of macerated foetuses, which must 
have been dead long before the eclampsia. 

The effect of delivery upon eclampsia .—'When fits begin before labour 
they may either cease before labour comes on, or continue until delivery! 
or after it; and the disease follows the one course about as often as the 
other. But when fits begin during labour they ccjntinue in most cases 
after delivery. Schauta, out of 185 cases, found that fits ceased 
with delivery only in 62, or 33-5 per cent; in most the fits increased 
in frequency after delivery. Bruumerstadt, out of 105 cases, has re¬ 
ported 63 which show the same thing. Schreiber, out of 105 cases 
found that fits ceased after delivery in 64‘7 per cent, and persisted in 
3 9'2—not a great difference. 

The practical importance of these figures is that they show thai de 
livery does not influence the course of eclampsia favourably; and that 
consequently operations to expedite delivery are not beneficial to the 
mother. The advice sometimes given, to “deliver as quickly as 
possible,” the aecouehement ford, that is, the tearing or cutting open 
the genital passage instead of waiting for its natural dilatation, 
ought in my opinion to be rejected; for such measures increase the 
danger, both of death during delivery or childbed and of chronic 
invalidism afterwards. The mother’s welfare should be preferred to that 
of the child; she should not be exposed to these risks simply that a 
living child may be born. 

Morbid anatomy.—Our knowledge of the morbiS anatomy of puer¬ 
peral eclampsia is behind that of its clinical phenomena. This is because 
most cases of this disejise are observed by persons who practise midwifery, 
and who are not, therefore, in the habit of making necropsies. Of the 
few descriptions of the kind many are imperfect. 

I take first the organs most plainly at fault, namely— 

The kidneys .—Very different conditions of kidney have been found. 
Bouffe de St BlaisfS (11), speaking from an examination o426 cases, says 
“there is nothing fixed in the lesions observed.” Leyden says that 
the conditions of the kidney vary—‘‘sometimes large, sometimes red, 
sometimes pale, sometimes granular.” A comparison of the difterent 
accounts that have been published shows that the conditions of kidney 
% present may be divided into three groups— • 

(a) Disease of the kidney, such as may occur apart from pregnancy, 
may be found after death from eclampsia. Any damage to the kidney 
makes it more liable to the acute renal dis^e of pregi»ancy. Thus 
Schauta, out of 90 necropsies in cases of eclampsia, found 2 cases of 
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lardaceous disease, 2 of hydronephrosis, 4 of dilatation of the ureters 
and renal pelves. Lohlein, out of 32 cases, found once suppurative 
nephritis, once wasting of one kidney, and eight times dilatation of the 
ureters and renal pelves. It will be seen that dilatation of the ureters 
and renal pelves occurs often enough to piatify the belief that it 
may ha^e some influence^ in bringing aljout the disease, but not with the 
regularity necessary to make it an expUination acceptable for all cases. 

(6) In most cases there are changes in the kidneys which to the 
naked eye resemble those of acute and chronic tubular nephritis. Schautji 
found this condition in 46 cjtscs; 28 of these were saiil to be chronic 
nephritis, 16 acute, and 2 acute upon chronic nephritis. Lohlein, out of 
32 cases, found J)arenchymatou8 nephritis in 17, and in 12 a mixed 
form of parenchyiAatons and interstitial nephritis. Wiegcr fouiul the 
lesions of Bright’s disease in 26 out of 27 c;iscs. But although the 
naked-eye appearances are like those of nephritis, the few microscopical 
examinations of such kidneys that have been made lead me to think it 
doubtful whether nephritis was present. 

(c) In some cases the kidneys have shown no sign of disease 
appreciable by the unaidcfl senses. Out of Schautji’s 90 autopsies, in 
7 "it was expressly stated that the kidneys were nornnil, and in 23 
others the state of the kidney was not mentioned; in these hitter, 
I think, it may fairly be assumed that the morliid changes in the 
kidneys were not very marked. A writer, quoted by Boufle de St. 
Blaise,’- out of 6 autopsies found the kidneys normal in 3. Out of 3 
autopsies reportetl by Winckel, in 1 it is said that hypenemia was the 
only morbid change shown by the kidneys. 

Microscopical changes .—When these kidne 3 f 8 , either those looking like 
kidneys with acute or chronic nephritis, or those which look healthy, ai'c 
examined with the microscope, the changes found are not those of 
inflammation, but a degeneration like that which is seen in blotal poison¬ 
ing. Angus Macdonald was one of the first to perceive the importiince 
of this. The kidneys of one of his cases were examined microscopically)’ 
by Professor Hamilton of Aberilccn. Ho says: “Judging from the naked- 
eye appearances, we (ftcpccted that parenchymatous inflammation of the 
tubular epithelium in the cortex, passing into a state of fatty degenera¬ 
tion, would be revealed. The first glance at a section of the orgiin, how¬ 
ever, showed conclusively that this was not the case, and that the lesion 
was not ordinary parenchymatous inflammation.” It consisted of 
“ degeneration of the epithelial cells of a certain proportion of the tubules 
in the circumferential aspect of* the cortex. The degeneration appeare<l 
to be of a colloid nature. The products of these degenerated ceils lan 
down and blocked up, more or less completely, the other convoluted and 
straight tubules, so as to render them functionally useless, although tluir 
tissues were not diseased.” In a case of my own (36), scystions of the 
kidneys described by*the late Hr. James Anderson, from naked-eye 

• Indicated by a pronoun, the antecwlent .sentence not making it clear to whom the 
pronoun refers. 
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examination, as being the subject of “parenchymatous nephritis,” were 
prepared and submitted to my colleague Dr. Charlewood Turner, who 
reported as follows:—“They show recent degenorative changes of the 
cortex, without any older or cirrhotic lesions—changes attributable to 
some toxic matter in the blood. Granular degeneration and swelling of 
the epithelium of the convoluted tubes, the nuclei of which are fiivisible, 
and swelling of the connective tissue throughout, without infiltration of 
leucocytes. In the medullary tissuh the epithelium of the loops and 
connecting tubes appears normal. Some of the loops contain casts. 
There is much vascular congestion in this part. The glomeruli appear 
normal. There is no exudation in the capsules.” Cutler has reported a 
case of eclampsia with necropsies in which the kidnejs were examined 
microscopically by Dr. W. J. Fenton. His report "is: “Most tubules 
show what is apparently a running together of the cells, having no 
definite structure, and having their nuclei obscured, the whole condition 
of the epithelium being similar to that often found in acute toxic con¬ 
ditions.” Winckel (75) has reported a case in which the kidneys were 
examined with the microscope. They showed finely granular degeneration 
f)f the epithelium of the renal tubes, mostly in the cortex. Schmorl 
(61) found necrosis of renal epithelium. In a case of Leyden’s the 
kidneys showed, “ not nephritis, but the so-called second stage of fatty 
degeneration.” Winkler (77) in nine .autopsies found fatty degeneration 
of renal epithelium in all. Boufte de St. Blaise suras up the histological 
results as follows:—“ The characters closely appro.ach the different 
coagulation necroses found in infectious diseases. The lesions fall 
princiimlly on the epithelial cells and the vessels immediately in contact 
with them.” 

From these different observations, made by independent pathologists, 
having no hypothesis to support, it follows that, although the kidneys 
often look like infiamed kidneys, yet that the lesion of puerperal eclampsia 
is not nephritis, but an acute degeneration such as is caused by blood 
poisons. 

r/te liver .—^For re.a8ons already given, there arc but few autopsies of 
eclampsia cases on record in which the liver wrtt carefully examined. 
But these few observations agree as to the nature of the changes 
present. The most careful study of the changes has been maldo by 
Pilliet and Letienne. The most conspicuous change is the presence of 
haemorrhages into tfie substance of the liver. These afe generally^ 
seen .as dark red points and blotches. They may be so ‘slight as 
not to be visible to the naked eye, bulJ when none is thus seen the 
microscope reveals their presence. There may be great haemorrhage, so 
great as to strip off the capsule, burst through it, and escape into the 
^Mi-itoneal cavity. The haemorrhages .ai-e most abundant "hear the sus¬ 
pensory ligament. Between the red stains the liver is yellower than 
normal, and on microscopic examination the hqpatic cells show either 
fatty degeneration or necrosis such as occurs in acute infectioife diseases. 
The red stains caused by haemorrhage and the yellow colour from 
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degeneration give the liver on section a niarhletl appeantnce. The 
process seems to bo one of multiplication of the nuclei followed by 
degeneration of the c^Hs. The abo\c description is based on sixteen 
autopsies, with microscopic cxamiimtioiis, made by Pilliot. It will be 
seen that they are something like the changes observed in acute atrophy 
of the liver. Schmorl (61) in hfteen auto])sics, and Winkler (74) in 
nine, found in every casa changes in the li\cr like those described by 
Pilliot. In a case published by Mir J. Williams (7:1) the liver was 
Examined—“ it was somewhat enlarged, and presenting vacuolated cells 
and disseminated points of necrotic tissue.” 1 le sjiys ; “ The conditions 
presented by the liver can only be the result of severe oontainination of 
the blood.” Hypslitte has reported cases in which changes like those 
described by PillitJt jind Letienno wei e found in the liver. 

The spleen. —This organ is swollen and shows ha'inorrhages under its 
capsule and into its substance. The hivmorrhagcs may be so great as to 
strip off the capsule extensively, or to reduce the splenic stibstance to a 
])u]p. These changes are like those ndiich ttiko j»lace in the liver. 

Tlte lunr/s. —These are always congested, with ccchyinoses mideriieatli 
the pleurae. There are often pulmonary apople.vics, and sometimes bloo«l 
in t^e bronchial tubes. 

The heart. —The right side of the heart always cuntains clot. The 
hypertrophy of the heart (which it is now generally agreed tiikes place in 
pregnancy) is said by Lbhlein, speaking from 16 autopsies in which the 
heart was weighed, to be greater in pregnancies with eclampsia than in 
pregnancies without eclampsia. As, ajjart from j)regnancj', renal disease 
goes with hypertrophy of the heart, this is not surprising. 

The brain. —In describing the clinical history of the diseiiso I h;ive 
referred to the occasioTial occurrence of cerebral haimorrhage. Hut as 
a rule the central nervous system shoAvs only such vague changes as 
“ hyperaemia,” “ congestion,” “ anaemia,” “ mdeina,” “ serous effusion," 
etc., the significance of which I shall point out in considering the theory 
of the disease. 

Fat emholi. —Virchow, in four cases of eclampsia examined after 
death by him, found fat emboli in the lungs and in the glomeruli of the 
kidneys. He was unable to explain whence the fat comes; indeed, he 
<loo 3 not think there is any relation betAveen the fat emboli and the other 
phenomena of the disease. His discoA'ery, therefore, does not instruct us 
much; but a ^act in the disease vouched for by thfS great pathologist 
deserves mention. Winkler (77) found fat embolism of the lung in one 
case. • 

Pathology. —We know not the cause of eclampsia; therefore there 
has been much speculation about the nature of it. Hypotheses long 
current call fortconsideration: therefore I Avill not pass them by without.' 
giving my reasons for thinking them inadequate. For neurologists they 
may be extinct, but they often reappear in case reports, an<l even in 
text-books qp midwifery. 

The oldest vieAV's ascribed the disease to certain brain conditions: 
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anaemia, congestion, or oedema of the brain. If any one of these in¬ 
consistent morbfd states were proved to be constant in eclampsia, it 
would not carry us far in the explanation of the^disease; for we should 
have still to ask why the brain was anaemic, congested, or oedematous, 
as the case might be. 

Anamia of the brain, especially of the medulla oblongata, feas been 
adopted !is an explanation for the following reasdns:—(i.) On post-mortem 
examination it has been thought that the brain looked anaemic. But 
whether the brain looks anaemic or congested depends upon whether the 
chest or the skull be first opened. If the chest be opened first, and the 
great veins cut, the blood drains out and the brain looks anaemic ; if the 
skull be opened first, the cerebral vessels are full ami the brain looks 
congested. Even if this error were guardeil against,^haemia of the brain 
would only show its condition at the time of dying, not its state at the 
beginning of the disease, (ii.) That at the beginning of the fit the face 
is pale. But Moxon showed that one of the first phenomena of an 
epileptiform or epileptic seizure, in almost every case in which the point 
has been investigated, is a temporary stoppage of the pulse. This is a 
pait of the fit, and it sufficiently accounts for the paleness of the face, 
if we assume that this cessation of the heart’s action causes anapmijt of 
the brain, and that the ansemia of the brain causes a fit, wo still have to 
explain why the heart stops. If cerebral anaemia explains the phenomena 
of the fit, it explains not why the fit occurs. I think it does not explain 
the phenomena;. for in ordinary syncope we have the same pallor and 
slowing of the heart, but an epileptiform fit is not the result, (iii.) That 
in animals ligature of the cjirotid and vertebral arteries produces fits, 
and contraction of those vessels, by spasm of their muscular fibres, has 
been supposed to act in like manner. But Moxon showed that vaso¬ 
motor nerves cannot contract vessels anything like as much as a ligature; 
and that the contraction effected by vaso-motor nerves is too slow and 
gradual to account for the suddenness of an epileptiform attack. 

Congestion of the brain .—The fits have been attributed to “ congestion 
of the spinal cord ”; but as they affect the face this is obviously an in¬ 
sufficient explanation. “ Congestion of the brain«and spinal cord ” is one 
of the oldest notions, elating from Mauricean. The lividity of the face 
and the fulness of the veins in the neck leave little doubt that during the 
fit the brain is congested; and the liability to loss of memory and in¬ 
sanity after eclampiia may bo explained by damage to th% brain by this 
congestion. But congestion in the fit proves not that congestion caused 
the fit. Moxon showed that in the •.norbid conditions attributed to 
congestion of the brain (epilepsy included) there is no evidence of such 
congestion; and that where congestion—that is, an excessive determina¬ 
tion of blood to the brain—is undoubtedly present, there is neither 
epilepsy nor any disturbance of brain function whatever. [Vide art. 
“ Circulation of the Brain,” p. 239.) 

(Edema of the brain .—This is known as the “ Traubejlosenstein ” 
theory. According to this view the primary factor is a watery condition 
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of the blood. I do not know that the blood of eclamptic patients has 
been proved to be more watery than that of other patients; but I pass 
by this objection. Fjwm the watery condition of the blood results 
a transudation of serum, which may be aided by the high Idood- 
pressure usually present in eclampsia. The exuded scrum makes the 
brain a*dematous; and the swollen tissue S(pieeze8 the blood-vessels, thus 
producing anaemia of the brain, from which springs the eclanijisia. 

^ Besides what I have said in considering the relation of anaemia of 
the brain to fits, there are two grave objections which prevent me from 
.accepting this supposition. The first is, that when the exudation reache*! 
such a degree that the (edematous brain tissue compressed the vessels, 
the pressure outside the vessels would be greater than the pressure within 
them ; and as sooif this Itecame the c.ase transudation would stop. The 
second is, that transudation from the vessels would go on in oth*‘r pirts 
of the body as well as in the brain—indeed, to a much greater extent 
than in a cavity bounded by an unyielding bony case ; and wo should 
find the tendency to eclampsia to be in proportion to the amount of 
(edema. The reverse is the case; in many cjvses of eclamitsia there is no 
(edema. 

•Exalted nevvom tension. —Another notion, received with laudation at 
the time, we owe to the facile pen of Dr. Kobert Barnes; it is that during 
pregnancy there is a state of “ exalted nervous tension,” a storing up of 
nerve force for the purpose of delivery, which in some subjects, owing to 
a hydriemic and poisoned condition of the blood, bursts out in a sort of 
explosion before delivery. We have no way of measuring “ neivous 
tension ” or nervous force, and we cannot say whether these things are 
exalted or increased, or the reverse j and “ exalted nervous tension ” 
is, therefore, a phrase empty of meaning, which only obscures the 
subject. 

The toxic theory. —I cannot put this more clearly or more tersely than 
it has been put by Chaipentier (:25), “ the urine of healthy people is highly 
toxic.” On the contrary, the urine of certain sick people is not. As 
physiology authorises us not to consider the different jioisons contained 
in urine (Bouchard has isolated seven) as products clul)oratcd in the 
kidneys, these poisons must be in the blood. But toxic prcxlucts cannot 
be present in the blood without the (jrganism suffering. They ought to 
be eliminated in exact proportion to their formation in the blood; and 
this eliminati'in is done by the kidneys in the urine.' If the blood is not 
‘normally toxic and we are in health, it is because the urine is normally 
toxic, and incessantly takes froHi the blood its toxicity. 

While the kidneys act regularly, the elimination of toxins from the 
blood is regular and incessant; and from this equilibrium results the 
normal condition—the state of health. If this equilibrium be disturbed, 
the organism suffers and disease is produced. ^ 

In the individual thus disea.sed two conditions may occur:— 

1. Tha-e may be excessive production of toxic matter. 

2. There may be insufficient elimination by the kidney. 
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In the albuminuric patient the urine is much less toxic than in tUc 
normal state, anH in the eclamptic the toxicity of the urine hardly exists. 
In the latter the two conditions above mentioned concur with their 
maximum intensity. In them there is, on the one hand, diminution of 
the urinary secretion, which may go almost to anuria ; and, on the other 
hand, absence of the toxicity of the urine with drrest of the elimhtation of 
toxines. From this arrest of elimination Gomes' accumulation of the noti- 
eliminated toxins in the blood, and Appearance of the phenomena knowp 
SIS uramic, which always coincide with the disappearsince of the toxicity 
of the urine. 

This accumulation of toxins in the blood of albuminurics is to-day si 
fact. Announced in 1886 to the Society of Biology* by Doleris, it has 
boon confirmed by the observations of Tsirnier and‘‘Chambrelent, who 
have not only proved that the toxicity of the blood-serum in puerperal 
eclampsia is very considerable, but, further, that this toxicity of th<j 
blood serum is in inverse proportion to the toxicity of the urine. 

We have the following evidence in support of the above statement:— 

DolsSris and Butte extracted from the blood of eclamptic patients 
a crystalline substance possessing toxic properties—capable, that is, of 
(juickly killing rabits, guinea-pigs, and sparrows. But we know not «j'et 
the nature or the mode of production of this substance. 

According to Bouchard (9), the average toxicity of the urine is about 
45 cc. per kilogramme; that is to say, that a rabbit can be killed by 
injecting into it 4‘5 per cent of its weight of the urine of a healthy man. 
This estimate is liable to variation one way or another. Bouchard puts 
3 and 6 per cent as the limits of normal variation; that is, that 3 per 
cent of the animal’s weight of some healthy urine will kill it; while 6 per¬ 
cent of some other urine, also from healthy persons, may bo required to 
cause death. The toxicity of the urine varies at different times of the day ; 
the above figures apply to the whole urine passed enuring twenty-four 
hours. Laulani6 and Chambrelent found that the toxicity of the urine 
of healthy pregnant women is much less than that of urine from healthy 
individuals not pi*egnant. They made six experiments, and found a 
toxicity represented by the figures 5-5, 6-9, 9-5, 1®, 12-5, and 15,—all of 
them less than the average estimate of Bouchard for that of health. They 
hold that this diminished toxicity of the urine indicates that the organism 
of the women at the end of pregnancy must be more or less saturated 
with toxic mattera * Blanc has performed thirteen similar experiments, 
and found that the average toxicity of the urine of women in tke last twe? 
months of pregnancy was 7-6 per cent—a resmlt agreeing with those 
above quoted in showing a less toxicity than that of health. He also made 
eight experiments with the urine of lying-in women, and found that in 
^em the average toxicity was 5 per cent, or very nearly Chat of health. 

Tarnier^and Chambrelent examined the toxicity of the blood-serum 
in two cases of eclampsia. They found the tojdcity of the blood-serum 
to be from 3'3 to 4-3 per cent; that of healthy blood-sftnim being 
about ten per cent. 
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Lndvrig and Savor have experimented with (a\ the urine of 
eight healthy women in lahonr ; (It) the Itlood-serum 01 twelve healthy 
women in lalwur; (c) »the urine of sixteen eases of eclampsia , (</) the 
hlocxl - serum of sixteen cases of eclampsia. They show (i.) that the 
hlood-serum of pregnant women is more poisonous than that of wtmien 
not preghaiit; (ii.)'that the urine of pregnant women is less p«>isonons 
than that of women not pregnant; (iii.) tliat the hlood-serum of eclamptic 
patients is more poi.sonous than thilt of healthy ]n'egnant women ; (iv.) 
that the urine of eclamptic patients at the time when tlie hloixl toxicity 
is at its highest, is much less poisonous than that of healthy women ; 
and (v.) that in eclamptic patients who .survit e, tliere, is a period after 
the fits have ceasbd cluring which the toxicity of the urine is much 
increased. 

If the statements made in the above paragrajihs he correct, whence 
come the toxins ? and why are they not eliminated t 

The formation of these toxins is a ipiestion of |>hysiologieal ehmnistry 
which 1 am not competent to discus.s. IJouchanl holds that tliey are 
formed, (i.) in the tissues ; (ii.) in the secreting glands ; and (lii.) in the 
bowel—the latter jioisons being of two classes . (•«) some ingested with 
food; (13) some formed by decomposition of bxsl within the bowel The 
latter ojiiiiion is important because upon it a si heme of tri'atment has 
been founded. The liver plays an important part in the destruetioii of 
toxins, the kidneys are charged with their elimination. 

lirlampttiii atul the, 'iireii-e.fcirluiii .—If we agre.e that the. syinjitonis of 
eclampsia arc due to a poison or poisons in the blood, what is it ? 1 he 

special constituent of urine which is most easily measured and conlaincd 
in the urine in largest ipiaiitity is urea. ^\ ith the acute renal di.sease 
of pregnanev the excretion of urea is greatly lessencil ; and wil.h its re- 
c.stablishinent there goes improvement in the patients condition. I 
think it can hardjy be doubti'd that there is a relation between the 
phenomen.a of the ilLscase and the e.xcretion of urea. 

But experiments have shown that it is not possible to jiroduce the 
phenomena of eclampsia by injecting urea into the blood , .'iiid when the 
elimin<ation of urea is iifterfcred wdth by other forms of kidney disease, 
the symptoms are not those of eclampsia. Bouchard (10), moreo\er, found 
that to kill an animal with urea it was neces.sary that there should be 
111 the blood nineteen times as much urea as is normally excreted in the 
urine during •ihe twenty-four hours, riierefore the disease cannot be 
one simply »f poisoning by urea. 

Bouchard has isolated from the urine two substances which produce 
conviUsions, and one which produces coma. I he phenomena of eclampsia 
can be explained if xve suppose that thesi; are not eliminated in the 
tirinc, but reraafh in the blood to poison the nervous centres ; and we c;ip» 
explain the differences between different cases, as to the nuT(i|jer of fits 
and the depth and duratioji of the coma, by supposing diflennices in the 

projwrtion o> these poisons. , ,, , 

Urea is the most powerful diuretic known, ft seems probable that 

VOL. VII *' 
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it3 function is to stimulate the kidneys to tho elimination of the toxins. 
On this view tlie relation between the convulsions and coma and the 
diminution of urine and ureii is explained; the Jt^isence of urea deprives 
the kidneys of the stimulus which makes them wash toxins out of the 
system. The degeneration of the renal cells explains tho transit into the 
urine of much albumin. » 

Is the disease unemia ?—If it be admitted that the illness is the result 
of failure of the kidney to eliminate waste products, it may be asked, 
it not the same thing as ordinary uraemia—a condition common in both 
sexes, and apart from pregnancy ? Puerperal eclampsia differs from 
ordinary uraemia in the following features:—Uraemia is a terminal stage 
in a long illness; and from it jiationts do not recover, ^although they may 
for a time get better. Eclampsia, on tho other baifd, often suddenly 
attacks women supposed to be in the best of health; and, unless it be 
(juickly fatal, its usual termination is in perfect recovery. Uraemia docs 
not invariably cause fits ; its symptoms occur in several different groups. 
Sutton distinguished ten such groups. In puerperal eclampsia there is 
no such variety; tho only differences are in the number of the fits and 
in tho depth of the coma. 

How comes it, then, that the kidneys cease their function? Three 
views have been taken :— 

1. 'I'lie 7nerJuinical hiipnthesis .—According to this, tho ehange in the 
kidney is a result of the increased pressure within the belly caused by 
the encroachment on its space by the pregnant uterus. This is an old 
view, obviously suggested by tho facts that there is increased pressure; 
that it is in the later months of pregnancy, when pressure is greatest, 
that the disease comes on; that tho disease aftccts chiefly primigravida', 
in whom, from the firmness of their belly wjills, the pressure is greater 
than in later piognaiicios; and that there is an especial liability to 
eclampsia when, in twin pregnancy, the tension is gre^iter than usual. 

Against this are the facts that passive congestion piwluccs a definite 
morl)i(l state of the kidney, the marks of which are well known; that 
this particular kind of kidney, rare in pregnant women, is hardly ever 
found in patients who die from eclampsia; and when it is present 
eclampsia has been absent. The argument from the concurrence of 
liability to eclampsia with especially groat intra-alxlominal pressure is met 
by the fact that when the foetus dies the kidney disease sometimes 
improves at once, although the pressure remains as before; that tho 
frequency of eclampsia in pregnancies with twins is not observed fn 
equiilly great distciisiou of the liolly brought about by tumours or dropsy 
of tho amnion; and that the enormous venous congestion produced by 
heart or lung disease never brings about anything like eclampsia; nor 
' c^n anything resembling eclampsia bo produced by ligature or thrombosis 
of the renijl veins. 

2. NepJmtis .—This is a name rather than a Jiypothesis. Many writers 
on midwifery and on renal disease have spoken of the “ nephritis ” of 
pregnancy; and many reporters of necropsies have said that the kidneys 
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were in a condition of “ nephritis.” But the latter statements have been 
iKised only on naked-eye inspection, ilicroscopic exanikiation has shown 
that the disease is not nephritis, but an acute degeneration of the renal 
epithelium. Further, when patients the subject of unquestionable 
nephritis become pregnant, they often go through pi-cgnancy and labour 
without,eclampsia. 

3. Tlie toxic hyimthms .—Wendt has well presented the evidence 
for this hypothesis. On this view the disease is due to a blood poison. 
'The accounts that I have quoted of the microscopical examination of 
kidneys from cases of eclampsia show microscopic appearances like those 
found after death known to have been cjiuscd by blood {wisoning. 

There are twa acute diseases to which pregnant wom6n are liable: 
cicute atrophy of K^cr, and the acute degeneration j)f the kidney which 
produces eclampsia. In each of these diseases morbid changes occur both 
in the liver and in the kidneys. acute atrophy of the liver it has long 
been known that the kidneys are always diseased like the liver, but to a 
loss degree. In eclampsia the morbid anatomy of the liver has only 
recently been studied ; but in the cases in which the liver has been well 
examined after death, changes in it, like those of acute atrophy, but less 
in degree, have always been found. A distinctive clinical phenomenon 
of acute atrophy of liver is the presence in the uiine of leucin^ an<l 
tyrosin, in such quantities as to make their detection easy. Sir .1. 
AVilliams has published two cases of eclampsia, in one of which 
Icucin was present in the urine, and in the other both Icucin and tyrosin 
were found when searched for by chemical methods. I know of no othei 
recorded civse in which they have been sought for in the same way. In 
l)Oth diseases convulsions and coma are prominent fcatiircs. Both 
diseases are very acute. Acute atrojdiy of the. liver runs its cours(' 
within five days; eclampsia as a mlc within forty-eight hours. llns 
phenomena of acute atrophy of liver are so like those of phosphorus 
]»oisoning that some have tjiken all such c.oses to be instances of phos¬ 
phorus poisoning in which the source of the })oisoii had been overlooke<l. 

Clifford Allbutt, in an argument in .su])port of the toxic hypothesis 
of puerperal albuminyria, has drawn attention to the jioints (if re¬ 
semblance between the renal disease of pregnancy and Iwwl poisomn^^ 
I can hardly doubt that the two diseases are closely allied. In both 
the extreme suddenness of their onset, often without the slightest 
ing, is what,,we should expect if a poison from vaithout attacketl the 
patient. Jf it were the case that the jKitient was poisoiusd l),y prcxlucts 
formed in her own tissues, andnioi-mally excreted by the kidneys, and 
that the poisoning took place in consequence of the kidneys gradually 
finding greater and greater difficulty in getting out the toxic stuff, and at 
length failing-in the task, we shouhl expect the final storm of griwe 
symptoms to be preceded bv indications of gradual failure. On She 
hypothesis that the process is a breakdown under a load of ftccumulated 
arrears, I fi^id it difficult'to understand the onset of the disease within a 
few hours in an apparently healthy subject, and the rapi<l and complete 
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recovery which sometimes ttikes place even during pregnancy and without 
the death of the'child. 

These considerations made me think it probablp that acute atrophy 'of 
the liver, and the acute degeneration of the kidney that leiuls to eclampsia, 
like phosphorus poisoning, and the scarlatinal kidney, arc all due to 
a poison or poisons from without. Tbit this is only an opinioni If the 
poison exists, we know nothing about it. 

A microbe has been cultivated fi'om the urine, and has been said % 
be the cause of the disease. But, seeing how ubuputous microbes .arc, it 
is not enough that a microbe should be found in the urine; we want to 
know the distinctive characters of this microbe, and that it occurs in 
eclamptic patients and no others; and these things wcodo not know yet. 
The observations and experiments that have beep' made are contra¬ 
dictory.* 

Diagnosis.—Puerperal eclampsia has to be distinguished from— 

(i.) Epilepsy .—In the latter disease (a) there is usually a history that 
the patient has been liable to fits; but sometimes the strain of labour 
will produce an epileptic fit in a patient not previously subject to them, 
(t) The (juantity of urine is not diminished, (c) 'I’lierc is no albuminuna. 

(ii.) Jfysterical fits .—In these the patient does not lose consciousness. 
Touch her conjunctiva with a clean finger and reflex closure of the 
eyelids will follow. She docs not bite her tongue. There is no suppres¬ 
sion of urine; on the contrary, the fit is followed by the passage of much 
pale urine, 'rhero is no albuminuria. 

(iii.) Fits from orijniiir. bmiit ilisease .—This may be old, such as a 
cerebral tumour or abscess. In this case there udll be a history of 
headache, vomiting, and probably of previous fits; there w'ill probably be 
optic neuritis and possibly local piralysis. It may be new, such as 
cerebral hasmorrhage, embolism, or meningitis. In these diseases there is 
not suppression of urine; if albumin be present in the urine it will not 
be in such cpiantity as to make the mine solid on boiling; and the fits 
will bo accomiianied or followed by localiseil ^viralysis. 

Treatment.—We do not yet know enough about puerperal eclampsia 
to bo able when first called to predict the coui-se of,a given case—whether 
tho patient will get well or whether she will die. Hence when a patient, 
after being treated in a particular way, has recovered, we cannot surely 
say that the recovery was the result of the treatment. Treatment may 
have helped rccove.y, or it may Lave hindered it. A ^ries of cases 
treated only by putting the pvtients under favourable general,conditiona 
would help ns much ; but eclampsia is a -disease so fearful to the onlooker 
that few medical men have the courage to let ])atients alone who are 
suffering from it. 

u Tho treatment of cclamjisia is therefore liased, not on ascertained facts, 
buc largely on empiricism. No treatment has been proved to do good. 

I purpdse firat to consider the different metluxls of treatment that 
have been widely used, ami to point out what I take to be thetadvantagos 
’ For a siiiiiiiinry of nliat haa been done aee Schmidt's Jahtbuch, Bd. ecxxxvii. 
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iiiul disadvantages of each. Tlicii 1 shall try to point oi^t the application 
* of these methods to diflerent stages of the disease. 

Bleeding. —This deserves first" mention hecanso it is the ohlest. T 
suppose it began to he used at a time when it was eustomaiy to bleed for 
almost every disease. h'. II. Kainsbothain (oG) says bleeding is onr 
“ sheet sftichor ” in this disease ; and he reileeted the o]>inion of his time. 

There are two arguments in favour of venesection—one (a) theoi’c- 
^‘ical, the other (/>) empirical, (ii) The theoretical argument is that in 
eclampsia the pulse is generally one of high [n'essure, that bleeiling 
reduces blood-pressure, and therefore is beneficial. Now, first, the i)idse 
is not of high pressure at cvciy sUigc in every case of eclamjisia; there¬ 
fore, assuming thf foregoing argument to be correct, bleeding is not 
indicated in every case of eclampsia, but only in those with high blood- 
pressure. But, further, this hyjiothcsis assumes that for a patient with 
eclampsia high arterial pressure is a bad thing, and that if the jnessure 
can be lowered the patient’s condition will be improved. Now there is 
not a particle of evidence that I know of to show that this is so. Foi- 
aught we know to the contrary, it may be good in this disease for the 
arterial pressure to be high. 

*rhe empirical argument is that experience has shown that in most 
cases after bleeding fits do not follow one another so cpiickly as they did 
before the, bleeding. Thus Charpentier, out of 210 cases treatial hv 
bleeding, found that the fits diminished in frequency oi' ceased in !)2, 
were increiused in frequency in spite of bleeding in 40, and were unaHeclcd 
as to frequency in 72. This ajiparent i)re))ondcrance may only have 
been due to the bleeding ha^ing been practiseil late in the course of the 
disease. As tAvo-thirds, at least, of cases of eclampsia end in recovery, 
any treatment not injurious ought to be fallowed by at least 0(5 per cent 
of recoveries. This lessening in the. fre([uency of the fits, I think, is a 
good reason for .supposing that bleeding is at least of temimrary benefit; 
and for adopting this meiisure unless it is shown to be injurious. The 
older authors practised very larg<! bleeding. F. 11. Itainsbotham says 
bleeding “ should not be restraiiied until a sensible efiect be matle upon 
the pulse, or commencing pillor of the lips indicate api)roaching faint¬ 
ness.” Such great bleeding as this is injuriou.s, for it Aveakens the 
|)aticnt; and it therefore should not be carried so far unless the benefit 
is so decided as to overweigh this disiidA'antage. ^ 

The largesJt figures for comj)arison of the rcsiUts of blcwling Avith 
tfiose of other treatment arc those of the Hbpibd dcs Clinitpics in I’aris, 
during the years 1834 to 1875, published by Chantreiiil (19), and 
embracing 130 cases, and of the Paris Matcrnibi during the years 1850 
to 1857, and 1864 to 1871, compiled by Tarnier, and published by 
Charpentier. I'ho figures arc as follows ;— 
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1 16 
( 
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48 
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1 
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There are conditions, such for instance as antiseptics and the accidents 
of labour, which in the cases on which these figures‘.are founded may 
have influenced the results more than the treatment. Without fuller 
information about the cases than is given in the works from which they 
are quoted, I cannot assort that these figures are conclusive. They go to 
show that Vilood-letting in eclampsia is injurious and not beneficial. But 
we cannot bo sure from them that there arc no cases of eclampsia in 
which bleeding can possibly <lo good. Bleeding as a routine treatment, 
and in large cjuantities, is no longer practised in eclampsia. But in a 
plethoric patient, with a full hard pulse, much lividity and pulmofiary 
congestion, I think a moderate venesection may do good by relieving the 
right heart. 

On the toxic hypothesis of eclampsia, the temporary benefit may be 
explained by supposing it to be consequent on the withdrawal of part of 
the toxic matter from the circulation. But obviously all the toxic stufl' 
cannot be Avithdrawn, and therefore bleeding can at best be but a palliative 
metisure. 

Emetifs .—It has been atlvised to begin the treatment by an emetic, 
I can see no good reason Avhy. I think it a bad practice—first, because the 
straining accompinying the vomiting produces venous congestion of the 
lungs an<l brain, like that caused by the fit; and, secondly, because if the 
patient should vomit during a fit, the vomited matters may get into the 
air-passages. 

Purgation .—It is almost a routine practice to' begin the treatment of 
eclampsia Avith a purgative, mainly, I think, because it relieves the 
minds of onlookers to see that something is promptly done; and a 
drop of croton oik is easily put on the tongue. The alleged reason 
is that scybala in the bowel may cause fits by reflex i/iitation, but I 
submit that this charge might mor^ justly be brought against the 
purgative. I knoAV of no other class of patients in whom scybala are 
held answerable for fits. A more valid but still insufficient reason is, 
that in mania a brisk purge often does temporary good. Another reason 
it that purgation used to bo a routine treatment of uraemia. But the 
late Dr. Sutton avus of opinion that purgatives in urajmia are not only 
useless but injurious, and I haA'o knoAvn no.one whose opinion on a 
thempcutic question was entitled to greater respect than* that great 
pathologist. I know of no reason for thinking that purgation does good 
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in eclampsia; I think it more likely to do harm; and it has the gmve 
practical disadvantage that it interferes with the collccfion of the nrine, 
aftd thus deprives us of the best means of prognosis. Therefore I advise 
iigivinst the administration of a purgative. 

Chloroform .—^As fits are provoked by peripheral stimuli, it would 
seem good praetice so to treat the piticnt as to protcet her nervous 
centres from such stimuli? This can be done bv keeping her ann'stbetisod 
_ with chloroform. To do this cft’cctively the ]>ationt must bo kept nmler 
chloroform until she has been so long in ipiict slecj) without fits that it 
may be inferred that the fits have ceased. Tt is absurd to tiilk .about 
giving chloroform when the fits come on; a fit is not preeedetl by 
warning symptoms giving sure and timely notice of its onset. When ii 
fit comes, it is ovA" jong before the patient can be amestbetisetl; besides, 
during the first part of the fit the chest is fixed, so that the patient 
cannot inhale. If the piticnt be comatose, chloroform is superfluous ; if 
.she be restless, it must be puslieil until she is fully under its influence, 
and kept up. If fits do not recur, after .an hour or two the drug may be 
withheld; and if, when this is done, the piticnt continues tr.an<]uilly 
sleeping, it may be put aside. If, on the contrary, the jiatient become 
restless, it must be resumed. So to keej) a ])atient under chloroform 
requires the continual .attention of a metlical man for many hours 
together, a requirement which sometimes makes it inqiossibh; to c.arry 
out this treatment; for in country practice the doctor may be without 
assistance, .and may have other cfiscs to .attend to of .an ccpially serious 
kind, cases in which the harm from thii fK)st])onemcnt of necessary ti-cat- 
ment m.ay bo more certain than that re.sulting from the withholding of 
chloroform in eclampsia. There is lisk of death from the ana'sthetic 
no doubt, although, as compared with that from eclampsia, it is so slight 
as to be unimportant. 

The effect of^ chloroform in lowering blood - ])ressurc is sometimes 
urged as a reason for its use in eclampsia. What T have said .about 
blood-pressure under the head of bleeding !i])plics here also. 

Mwphiii. —Manning, in 1771, recommended opium for puerpcr.al 
convulsions, but onlp in small doses, and combined with bleeding. 
Bland, in 1791, advised a grain of opium, or twenty drops of the 
tincture, every hour or two for three or four doses, so that, had bis 
influence been wide, he would have been entitled to the creilit of 
initiating th* trcjitment of eclampsia with opiates? But his tc.aching 
‘Was not f<»llowcd. The place which moq)hia holds .among our resources 
.against puerperal eclampsia is chii'fly due to (i. Veit of Bonn. 

The treatment consists in giving morphia by hypodermic injection in 
such large doses as to keep the piticnt deeply narcotised. Veit begins 
with h.alf a grain, .and goes on with further doses of a quarter of a gr;iin 
each if necessary. AVithin from four to seven hours ho has given* Jis 
much as three grains. The object is to produce and to rfaintain deep 
sleep : so long as any restlessness continues, more morphia must bo given. 
Al'^cit has treated sixty cases in this way, with only two deaths. The 
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crtses in which ho has been told of its failure in the hands of others are 
those in which the timidity of the medical attendant has prevented him 
from giving enough morphia. Lohlcin (40) has collected from eight 
different (lerman clinics 320 cases of eclampsia, which had a collective 
mortality of 19'38 per cent. The death-rate among those of them who 
were treated with morphia (number not stilted) was 13 8 por cent. 
Cases have been reported in America successfully treated with large 
doses of moi ])hiii. I have used it witfi, I think, good results, but I know^ 
of no writer whose experience of it is so large as \'eit’s. 

The obstiicle to the general adoption of this treatment seems to be 
the long-accepted dogma thiit opium is diingcT-ous in Bright’s disease. 
This is a maxim of pharnuicology rather than of pathology. Dr. Stephen 
Mackenzie has shown that morphia may sometirec's be gi^en with 
advantage in urajmia, and the tigiues of A'cit certainly dispose of the 
maxim so far as echimpsia is concerned. 

Comparing this treatment with that by chloroform, it will be evident 
that the advantage of chloroform is the ipiickncss with which the patient 
can be got nndor its influence; but mor])hia does not rccpiirc the 
continual presence of the doctor, and it is safer to put a patient in deep 
sleep with morphia than to keep up the inhcalation of chloroform /,or 
many hours. The danger special to morjihia is its depressing effect on 
respiration. This may be antagonised by .atropine ; moreover, danger 
from this cause may be reduced by keeping the patient on the side. 

It is obvious that when a jiatient is already in deep coma the 
narcotic is unnecessary. 

Chloral. —T’his treatment has been strongly advocated by (Jliar- 
pentier (24). He has got together statistics embracing 239 cases, and 
finds the mortality of cases treated by chloral alone to be onlj’ 4 per 
cent; that of those treated by idiloral in combination with other treat¬ 
ment, 8-5 per cent. Ho remarks that possibly, as happens with most 
new remedies, successful cases have been publisheit and fatal ones 
suppressed ; but, allowing for this, he thinks the results too striking to 
be passed by. 

As a patient with eclampsia often cannot, be got to SAvallow, 
Charpentier gives the drug by the rectum. He injects a drachm 
dissolved in al)out three ounces of mucilage. If this be not retained he 
gives another, and, if necessary, repeats it again till it is retiiincd. In 
five or six hours he? gives another drachm. This is gene?;ally enough, 
but ho has given as much as half an ounce in the twenty-four hours, 
and other's have given even five draehms. Winckel (70) has used 
chloral in the same way, except that he administei's chlorofoi-m until the 
chloral has had time to act. Out of ninety-two cases so treated he h.as 
lijst only seven. • 

' These results show a much less mortality than that which h-is 
hitherto bcilii the death-rate of the disease collectively, namely, about 
20 per cent. But the consideration which prevents me from accepting 
these figures, or indeed those of Veit, as repi'eseiitiiig the result of narcotic 
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treatment, applied to all cases, is that most medical men would think 
it superfluous to give either chloral or morphia to a* patient alivady 
comatose. Thus there would he a natural selectictn of the milder cases 
for treatment with these drugs. C'omjiariiig the results of the two 
dmgs, it will bo seen that those of morphia are slightly the better. 

Piluciirpiii. —Diaphore.sis has long been thouglit good treatment in 
uriemia. In this condition, as IT. G. Sutton jmt it, the “ water circula¬ 
tion of the body” is susiiciuled. \\’*‘ hope by making the palimit sweat 
jiartially to re-establish this circulation ; and tliat if we can get water out 
through the skin .some of the toxins which are jKiisoning the ])atient may 
be eliminated with it. 'I'he most powerful diajihoretie we have is pilo- 
carjiin, a drug savl also to reduce artei'ial blood - pressure. For tliese 
reasons its use i« ,puerj)eral eclainjisia was some years ago strongly 
recommended. 

I think this drug dangerous in eclampsia. It makes the broncliial 
tubes sweat as well as the skin ; it tills the air-tubes with fluid, and thus 
increases the tendency, great enough already, to pulmonary com))lications. 
It may even kill the pjitient directly by siiflbcation. It acts sometimes 
as an emetic ; and this ellect is bad, for n'asons already stated. The 
val^ie of the loweiing arterial pressure 1 ha\e already iliscussed. '1 he 
])ublished results of treatment with jiilocar|)iii contirni these theoretical 
arguments. 1 therefore advise that jnloc.irpin be not given in jiuerper.il 
eclampsia. 

Vi'mtrum viriik has been used in America as a treatnu'iit for eclanijisia. 


It has been used to redtice teinjier.iture, slow th(‘ jiulse, and <MUse sweat¬ 
ing. The dose is from 10 to '.20 minims ot a saturateil tincture at. half- 
hourly iiitei'v'als until an ottect has been jiriMluced. Its most learned and 
temjjerate .advocate w'as the late Vrofessor I’aiaiii of IMiiladeljihia. He 
has published a list of 2S4 cases treated by this drug with a death-iate 
of only 8 per cent. Hut the list is an .aggi eg.ition of isolated c.ises and 
sm.all groups of ci*ises jiickcd out of perioilii'als. Now, in matters thera¬ 
peutical, successes tend to [mblicitv, non-success(“s to oblivion. Hence, I 
doubt whether this collection of laises r(“ally rejireseiils the collective 
experience; it represents only the ca.ses which jiractitioncrs have thought 


worth publishing. 

Jiatha. —The necessary antecedent to getting mnch water out of the 
body is to get water in. A\ e can get water into the body and out again 
through the .^kin by baths followed by jiackiiig. <lhis treatment has 
been applied to eclampsia by Breus. 

Wrap the patient in a sheet.# Ijct her be lifted in this to the, bath, 
which should be at a temperature of 102 , ami let down inlo it. Bet her 
lie in it for half an hour, the water being warmed from time to time 
(Breus says up to 112 ", but this is an unbearable temjicrature foi 
patient fidly conscious). Then let the jiatient be taken out, vvrappeil*iii 
a warm blanket, so that only her head is uncovered, and let (?lvo or three 
more blankets be piled oii*her. Then let her sweat profusely for two hours. 

There arc obvious limiUtions to this practice. It cannot be done 
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unless there is a ))ath at hand, so that it is sometimes impracticable. It 
is troublesome. It cannot be used when labour is advanced and delivery 
imminent, nor when the patient is very restless. Ip the latter case it may 
be combined with the morphia treatment. 

I think the principle is sound, and the results recorded from it, 
though few, arc favourable. When a bath can be got, and labour has 
either not begun, or is in an early stage, or is oVer, I think this treatment 
is worth carrying out. “ 

There arc two ctvses in which it is especially called for. First, 
when a patient is dying from coma, the fits have ceased, the pulse is 
beginning to fail, and the temperature is normal or subnormal, its 
recommendation is a counsel of desjmir. There is nothing else we can do. 
The bath offers a chance of saving life. Secondly, some eclamptic patients 
die with a rapidly rising temperature, which may reach 108" or 109° 
before death. In these cases I tliink the cold or tepid bath offci’s the 
only hope—but a good hope—of saving the patient. Let her be put in 
a bath at a temperature of between 70° and 80° F., and stfiy in it from 
a quarter of an hour to half an hojir, then be wrapped in blankets and 
allowed to sweat. The bath is here used for a double piu’posc, to bring 
down temperature and to aid elimination. I think I have seen life sa’fcd 
by it, for without it such cjiscs almo.st invariably end in death; indeed, I 
think its use in such cases is imperative. 

That the stiitistics of cases treatc<l by baths <lo not sh(»w the brilliant 
results of chloral and mori)hia I take to be inevitable; for in the worst 
cases—those in whi(!h chloroform, chloral, and morphia are jdainly useless 
—the bath treatment, if the appliances are at hand, can be applied more 
easily than in the slight cases. 

rosifion .—This I think very important, not for any effect upon the 
disease, but for the prevention of the lung complications which aftcrwai'ds 
are so dangerous. If the jmtient be on her back, secretions, and possibly 
vomited matters, will fill the air-passages. Put her on her left side, in the 
semi-prono position, with her left hand behind her back. In this position 
secretions will run out of the mouth instead of flowing back into the air- 
pissages. Observation of the progress of labour will also be easier in 
this position. If the patient be narcotised she will keep this position. 

Ohutetriml miuuuietneiit. —I believe that much of the mortality of 
puerperal eclampsia comes from the pernicious maxim, “ Deliver as 
cpiickly SIS possible.’* Kclsimpsia depends upon si disease of the kidney 
peculisir to pregnancy ; sind for its prevention I think that labour should 
bo induced sis soon sis any considcrsiblc aihount of albumin is found in the 
urine, sitid other treatment has not been effective. But when the acute 
kidney disease (charsictcriscd by fits and urine solid with albumin) is estab- 
l^hcd, the time for prevention has passed. The disease will run its course, 
sin'd this course is not affected by delivery. Some csiscs end in recovery 
without deftvery ; others get worse after delivery. There is abundant 
evidence that delivery has no fsivourable effect on the disesis:;. I speak 
of natural delivery. Forced delivery has many bsid effects. Manipula.- 
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tioiis provoke fits. Dragging the chihl through an imperfectly dilated 
genital passage involves tearing of the parts. Vulling the child away 
when the uterus is not contracted surely Iciids to post-|)iu tuni hamioi rhage. 
(.'jesarcan section has hcen propose*!; .and the hiistening of delivery l>y 
freely cutting open the cervi.v, vagina, and vulva (Durhssen). Such 
measured have no justification unless immediate delivery greivtly heneiits 
the patient, and it docs not. 'Fhe right course is to let the lahour go on 
with the least possible interferoneP. Let the uterus do its work, and 
interfere only if some condition be present which makes natural delivery 
impossible. 

I come now to the application of these means of ti’catment to dill'crcnt 
stages of the disei^e. 

(i.) The patient*has had a fit; she is restltjss .and half-conscious. The 
.aim of treatment is to prevent further fits by lessening the irritability of 
the nervous system. \Vc have three agents foi‘ this purpose—chloroform, 
morphia, and chlor.al. The first two are more ])owei-fnl than the third, 
and chlorofomi is the quickest, but its ]>roloTiged use is sometimes 
impracticable, and not free from I'isk. 1 therefore prefer morjdiia. (live 
half a grain of morjihia subcutiineonsly. W'ait to see its efli'ct, and if in 
hdlf an hour the patic'iit be not asleep, give a <[uarter *)f a grain more, or 
if the j)atient bo still very restless, half a grain. If restlessness be great, 
so that another fit seems imminent, give chloroform .at once, and keep the 
|uitient under it until the morphia has had time to pnalucc narcotism. 
l*ut the patient on her left side, in the semi-jirone position, with her left 
hand behind her back. 

(ii.) The ])atient is in coma. The coma may be simply that which 
follows fits. If so, it Mill soon be broken by the lestlessness which jne- 
cedcs fits, .and then treatment by morphia will be ap])ro])riate. It may 
be accompanied by re-establishment of the urinary sticretion, an<l then it 
will pass into natural slecj), and rcccnery will follow; and, if so, no 
treatment is needed. It may bo the tlco])cning coma which ends in death. 
For such coma b.aths arc the only remedy. If the temperature is normal 
or subnormal, use. the hot bath, folloM'cd by packing in hot blankets. 
If tem])eraturc is risfing, the cold Isith is the only way of reducing 
tempemturc, and the only hojtc of saving life, ^\ateh the jwogrtiss of 
labour, and interfere only if conditions arise which M'oiild deniainl inter¬ 
ference in a patient not the subject of eclampsia. ^ 

* G. EltNUST llKHMAN. 
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CHOICE A 

Syn.— at. Vitus’s Da iKf, Chorea ini nor , Choiea Ainjlaruin ; Chorea 
mihjaris ; aiid«ihauis Choita. 

ChORKA is a sj^asmoclic allectiaii of the iiei-vous system, eliiiraeteriseil l»y 
involuntary movements which are sudden, jerky, ami irregular ; hy a 
variable degree of* muscular weakness aeeompanieil by incoordination of 
voluntary movemtijts; and by psyelneal disturbaiiees, usually of the 
nature of hebetude and mental weakness: to these may be added 
phenomena indicative of arthritis and emloearditis. 

No more inappro])riate name could have been eliosen from an 
etymological point of view than that of chorea,—wliieh was a]>])lii‘d to 
the disease by Sydenham,—for yoptia me.ins dancing, and “ (Ihorea 
Sancti Viti ” denoted a dancing mania prevalent in certain jiarts «»f 
(Tqiinany during the fourteenth and lifteenth centuries—an alleefiori 
totally distinct from the disease that we ha\e, now to describe. 'I'lie 
association of the name with the dancing mania dates from 1 ll«, when 
an epidemic occurred at Strasburg, and the Magistrate sent the victims 
to the chapel of St. Vitus at Zabern to be calmed by religious 
ceremonies and the influence of the saint. As pilgnmag.-s were made to 
other shrines also the epidemic became variously known as St. Anthony’s 
dance, St. John’s dance, anil so on. 

Sydenham’s use of the name Chorea for an allection totally diflerent 
from that to which it had been formerly applied, naturally led at first to 
a great deal of confusion; so that the use of such names as “Chorea 
minor,” “ Chorea Aiigloruin,” and the like, were introduced to distinguish 
the disease now' before us from the dancing mania; but as the latter 
outbreaks no longer occur there is now no likelihood of ambiguity. 
Neyertheless, even yet^he name “ Chorea minor” is commonly employed 
to distinguish the a'fleetion, as described by Sydenham, from a hysterical 
manifestation know'ii as “Chorea major,” which is related to the dancing 

epidemics of the Middle Ages. ., , , ..it 

Chorea m^or, as now known to us, was first described by Sydenhfim 
ill 1686, ajid again seyen years later. Many contributions to the subject 
are to be found among the writings of authors between that time and 
the beginning of the present century ; and references to their publications 
are made in a pajicr by Bernt, publisheil in 1810; in which year 
another important monograph on the subject came from the jien ij^ 
Bouteille in France. Since then the writings of Trousseau, She, Itogftr, 
and Charcot in the same country have added much to our knowledge of 
the subject^; while simiftir credit is due to liomberg, Steiner, and von 
Ziemssen in Germany, and to Weir Mitchell, Jacobi, Putnam, Osier, and 
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others in America; but the most important contributions to the subject 
have been ma(lc«iu this country—notably by Bright, Todd, Wilks, Fagge, 
Hughlings Jackson, Gowers, and many others. 

Causation. — Race. —According to Weir Mitcficll, whose information 
is derived from the Southern States of America, chorea is rare in 
negroes; and the investigations of other observers are in accord with 
this, for Sinkler has met with one case only* in a negro; out of 554 
cases Osier met with no instance of,the disease in a negro child of full 
blood, and only four or five in mulattos; the i^roportion of coloured to 
white population in Philadelphia being as one to twenty-five. According 
to the same observer, at the Johns Hopkins Hospital there were 5 out of 
a total of 175 cases in the negro race. The disease is sjiid to be unknown 
in coloured children in Cuba, although it is not uy.cummon among the 
whites. Osier’s inquiries at Indian Schools, and <lirectcd to i)hysician8 
practising in American and Canadian North-West Territories, have led to 
similar results ; for, although the disease occurs in half-breeds, no instance 
of its occurrence in full-blooded Indians was noted. 

Ileretlitary injliwnces .—Though in some instances heredity plays an 
importtint part in the etiology, the proportion of cases in which chorea 
itself has existed in the parent is small; an indirect neuropathic heredjty, 
in the shape of epilepsy or insanity, being more common. An interesting 
instance of such indirect neurojjathic taint has come under my observa¬ 
tion in a girl the subject of chorea; her father was a somnambulist, 
an older brother suffered from epilepsy, and a younger brother, like his 
father, was a somnambulist. It commonly happens that more than one 
member of the siime family is afi'ected with chorea. Sir W. Gowers 
refers to an instance in which chorea occurred in three sisters; also to 
several interesting associations of chorea with epilepsy, insanity, and with 
other cases of chorea; in one case a sister had chorea and the mother 
was an epileptic ; in another the mother was insane, and her sister’s child 
had chorea. 

Temperament is undoubtedly one of the factors in the causation of 
chorea; the disease is especially apt to occur in nervoiis, highly strung, 
excitivblo children, while it is rarely met with in J^he phlegmatic. 

SocmI status. —Such stotistics as are at mir disposal on this matter 
point to the occurrence of chorea in the lower much more frequently 
than in the upper classes; the percentage of the former, according to the 
lieport of the Collcritive Investigation Committee of the ^itish Medical 
Association, being 7'2‘27. , < 

—'Phe stiitistics of different aufhors vary somewhat as regards 
the relative frequency of chorea in the two sexes; but all are agreed 
that it is more common in girls than in boys. Sir W. Gowers, from a 
collection of 136.5 cases (100 of which were original), found the relative 
proportion to bo almost three girls to one boy; Osier, from the records 
of 554 casts, found that women are aSected in the proportion of rather 
more than two to one. ' , 

—Chorea is a disease of childhood and adolescence, and it is 
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especially proM to occur in the later years of childhood. In the Collective 
Investigation Committees Keport already referred to, 94 per cent of the 
cases occurred betweey five and ten years of age; 43 per cent between 
ten and fifteen; and 16 per cent between fifteen and tiventv': but it is 
not stated how many of these wci'c first attacks. Osier has analysed 
522 cases as regards age, and found that 33 occurred in the first hemi- 
decade, 228 in the secoutl, 212 in the third, and 62 in the fourth. The 
disease is rare before the age of Sve years; though, so far as we may 
judge from Osier s statistics, this docs not apply so much to cases in 
America as in this country ; but even this observer agrees that the 
disease is rare before the fourth year. 

ihe cases, resorded by liichter and others, of sujiposeil congenitiil 
origin are probaBly instances of a totally difi’erent atVection depending 
oil structural cerebral changes. The jerky movements which occur in 
such cases might easily be mistaken for those of chorea ; and it is con¬ 
ceivable that the error might be perpetuated for some time (see “Con¬ 
genital Chorea,” p. 863). 

On the other hand, but few cases occur after tlie age of twenty; 
according to Sir Win. Gowers not more than 5 jier cent of the total 
niimber : though a form of chorea may be met with in (piito old ]>eople. 
To what extent we are justified in ineluding cases occurring in the 
later periods of life in the same category with those which occur in 
childhood and adolescence is open to ipiestioii, so that in tin's account of 
chorea the different varieties will be described sejiarately. 

Sex plays a part in relation to the age of incidence of the disease, 
which falls rather earlier in girls than in boys. According to G.sler’s 
statistics the largest number in boys is in the second hemi-decade, and the 
largest number in girls in the third. 

Climate, Season, Locality .—Chorea does not a]>])ear to be infiuenced 
by climate; but the investigations of Morris Lewis, in I’hiladelphia, 
have been largely serviceable in establishing a distinct relation to the 
time of year. In an analysis of 717 sejKirate attacks of chorea, the 
smallest number of cases occurred in November (24, or 3'3 per cent). 
A rapid rise in the imniber was observed in December (56, or 7’8 per 
cent); the number remained about the same during .January and 
February, rose to its highest in March (101, or 14 per cent), fell some¬ 
what in April (63, or 8‘7 per cent), to ri.se again in May (80, or ll'l 
per cent); ii^ter which time there was a steady fall to the lowest point, 
'“of the cufvo in November. 

Lewis registered the amouiiA of sunshine and cloudy weather, relative 
humidity, and the mean daily barometric and thermometric readings, 
and concluded that weather is probably an imjiortant factor in the 
etiology of chorea; though he is unable to say which meteorological 
factor is the baneful one, the barometer and storm statistics scent ^o 
have the closest connection with the disease. Putnam, hcAvcvcr, failed 
to establish a season^ variation in Boston; and in this country 
season appears to have no decided effect, for of 100 cases Sir Wni. 
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Gowers found that 33 occurred in the first three months of the year, 25 
in the second, 20 in the third, and 27 in the fourth. This observer, ' 
however, considers that a more distinct relation to, season may be notable 
in recurrences, and cjiiotes cases in point where, after a first attack, a 
recurrence took place at the same time of the year for several successive 
years. However, the time ot the year was not constant foi'" all tin; 
recurrences even in a given case; nor was thebe any particular time of 
the year for recurrences in all cases/ 

Although more cases of chorea are met with in towns than in the 
country. Dr. Isambard Owen’s statistics show that the disease is widely 
distT'ibuted throughout Great Hritain, and is not more ajrt to occur in 
any j)articular ])arts. •* 

liheumifmii .—That there is a close relationship ^)4ftween chorea and 
acute articular rheumatism is now universally recognised, and some 
regard the former condition as a manifestation of the latter. Their 
association attracted the attention of earlier writers on the subject, 
lloutcillo refers to two cases of Stahl and to two of Sauvages in which 
there was this association ; but Hughes, (t. S6e, and II. Roger did most 
to establish the rclationshij) of the two <liseases; iiidecd, the last-named 
observer, writing in 1860, regarded articular rheumatism, chorea, and 
endocarditis as different names a])plicd to one and the same pathological 
condition. Other French authors have also urged the rheumatic causation 
of chorea ; but the Gormans have not attached nearly so much imiiortjuice 
to it, oxcci)t Mayer, who attributes 80 ])cr cent of his cases of chorea to 
rheumatic infection. In this country, among those who early recognised 
the association of the two diseases, the physicians at Guy’s Hospital 
ap])ear to have been especially ])rominent. liright, in his writings 
pid)lished in 1802 and subsecpicntly to this date, clearly recognised 
the rclationshij). Ilabington noted the occasional association of chorea 
with rheumatic affections of the heart and pcricanlium, and Avas of ojjinion 
that the credit of the discovery of this association belongs to Addison. 

Statistics have been collected, by various observers, bearing both 
upoti the actual occurrence of rheumatism in the individual prior or 
subsequent to the attack of chorea, and upon r, personal or familv 
history of the arthritic affection. As regards the lattei-, Tylden found 
the i)roi)ortion as high as 72 jicr cent, but the largest recorded pro¬ 
portion in the former category is 50 per cent. The British Medical 
Association Collective Investigation Committee found that rheumatism 
preceded the chorea in 26 i)er cent; in 32 per cent the rbjiimatism' 
accom|)aniod the chorea or occurred subge(|uently; this number rose to 
46 if jNitients who had been the subjects of vag)ic rheumatic pains Aveie 
included. 

Among the statistics collected in America with regarebto this point, 
thdse of Osier, based respectively on 554 and 175 cases, gave a perceiitiige 
of 15*8 amoffg the former and i8'24 among the latter, of cases in Avhich 
articular rheumatism had been present prior or su’bsequeutly toithe attack 
of chorea. Allen Starr foiind, as regards actual rheumatism, that 385 
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cases yielded a percentage of 18 ; and C. W. Townsend foniul that in the 
148 cases of his collection the percentage was 21 : but 6y fai? the largest 
percentage is that of arrived at by Crandall. 

In the great majority of cases in which the two diseases arc associated 
the arthritic manif^tations precede the chorea, which occurs cither as 
the rheumatism is sitbsiding, or after convalescence is established. 
According to Dr. AVhiphahi, in less than 2 i)er cent of cases chorea jn ecedes 
rheumatism ; while Dr. F. E. Batten found that 11'3 per cent of chore.-i 
pitients acquired rheumatism within three years, and 20 per cent within 
six years. 

The pcrcentiige of cases preceded by rheumatism varies with the age 
of the patient; tlms Sir Wm. Cowers met with one instance oidy among 
his cases in which'thero was a history of previous rheumatism in children 
under nine years of ago; between the ages of ten and fifteen, on the 
other hand, there.was such a history in more than one-fourth of the 
cases. It is obvious from this that, if attcnti<jn be not paid to the ages 
of the piitients from whom the statistics are compiled, an incoi'rect 
estimate may be formed of the frecpicncy of this association of tin', two 
diseases. It must be remembered, however, that the manifestations of 
rheumatism in a child may be so slight as readily to escape detection, 
and that this may possibly account in jwrt for the small number (jf cases 
in which a history of previous rheumatism can be obtained duihig the 
first decade of life. An analysis of 327 cases by Dr. Morly Fletcher 
shows that in 26 per cent of cases chorea is preceded by rhcninatism, 
his figures agreeing closely with those of Dr. Stejhen Mackenzie (2J 
per cent). S6e and Hughes both make the percentage much higher, 
while according to Sturges it is oidy 20 per cent. v.- u 

InseiKirable from this inquiry is the unquestionable affinity which 
exists between chorea and cardiac aflections. Blight icgaidtd in 
Hammation of the pericardium as the link between rheumatism i'lid 
chorea, but his views wsere based on an erroneous conception of tlie 

pathology of the latter disease. i. v 

Endocardial changes are common in chorea; so much so, that hagge 
found such changes in 17 out of 18 necropsies of chorea at (Juy’s Hospital; 
in five of them death was accidental and due to some intercnrrcnt 
affection or complication, not to the sevi-rity of the disease. Ihe 
presence of such valvular changes in the heart in a case of chorea raises 
the question *rhether the endocarditis be of choreic brigiii, or dependent 
bn pre-exwting rheumatism. It may be impossible to answer such a 
question when an attack of chor*a has preceded that in which the patient 
is seen ; but, otherwise, even in the absence of a history ot iirevious 
arthritic rheumatism, it may be possible to form a comparatively accurate 
estimate on the subject. In 40 cases of chorea with organic hear^ 
disease. Sir AVm. Gowers had strong grounds for attributing the canJPac 
affection to previous rheumatism- a proportion which hc^ regards as 
below the .actual numb*er as he only admitted conclusive evjdcnce. 
Besides the previous attack of chorea, or of rheumatism, the time that 
VOL. VII 
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the attack of chorea, in which the heart affection is detected, has been in 
existence, the nature and degree of severity of the latter condition, the < 
presence or absence of secondary changes in the ^cardiac walls, must all 
bo taken into consideration. 

Those observers who disbelieve the rheumatic origin of chorea 
insist on the fact that rheumatism is not an invariable precursor or 
concomitant of chorea; and there are those who, like F6re, regard the 
rheumatic infection only as a contingent cause, comparable to the action 
of other infectious diseases. Moreover, this observer does not admit the 
kinship of chronic rheumatism to acute articular rheumatism, but 
relegates that form to the category of neuroi^athies. 

Infective dkeases .—Of the various infective diseases which have been 
known to precede chorea, scarlet fever, which may *be attended with 
arthritis, is the most important. So rarely are any of the infective 
diseases associated with choreii, however, that most observers have been 
led to regard them rather as indirect exciting causes of the attack. Out 
of 533 cases of scarlet fever, collected by Carslaw, chorea was noted in 
3 only; and though Osier obtained a history of scarlet fever in 141 
of his 554 cases of chorea, in not a single instance did the latter disease 
immediately follow the former. , 

Ross, however, was of opinion that chorea follows scarlet fever 
frequently, and thought that the association might probably be explained 
by the fact that rheumatism frequently follows scarlet fever. 

Measles, variola, diphtheria, enteric fever, cholera, and pneumonia 
have all been known to be followed by chorea, and, according to Sturges, 
whooping-cough frequently precedes it. Another class of infective 
diseases, in the course of which chorea may arise, are pyaemia 
(with or without suijpurativo polyarthritis) and gonorrhoea. Straton 
has insisted on the possibility of micro-organisms gaining entrance 
through erosions in the mucous membrane of the naso-pharynx in children, 
and thus causing the affection. So, too, chorea has' appeared in the 
course of secondary syphilis, which disease F6re considers has been justly 
regarded as a causative factor in chorea. 

Instances of the association of chorea and malaria are on record,, but 
there is no proof that the former affection is more common where the 
latter is prevalent than elsewhere (see “ Electric Chorea,” p. 864). 

It is not a little interesting to note that with the onset of fever the 
spasms cease; a (act observed since the time of Hipoocrates and 
frequently seen in connection with epilepsy. When one of,,the acute 
specific diseases occurs in the course of chorea, the irregular movements 
usually cease; according to Radcliffe, the spasms are suspended during 
the febrile stage, while during the cold stage they are aggravated. 

^ Maragliano attributes chorea to the action on the nerrous system of 
the toxins of various micro-organisms, notably the toxins of staphylococci. 

Intoxications .—Closely associated with the last inquiry is that of 
the jmrt played by poisons introduced into the* system. Th(} most con¬ 
vincing case of the kind on record is one, by Demme, in which chorea 
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appeared after the use of iodoform in a Kstnia eoiinectud with caries of 
the cervical vertebne ; it ceased when ithe iodoform was 8us|)ende(l, and 
returned on resumption of the treatment. 

Impmerislied states of the system .—Any weakening influence seems to 
favour the occurrence of chorea; hut most has been made of that 
of ansemia, as advoc<ited by Bouchut, Trousseau, and others. The 
importance of an impovefished blood state as a causative factor has been 
insisted on more especially by liiiehford. On the other hand, Osier 
dissents entirely from this view, though he atlmits that he has seen 
several cases in which chorea occurred in chlorotic girls at the time of 
puberty. Possibly the supposed etiological rclationsdiip of the two con¬ 
ditions is rather •to bo explained by the ctJinmun occurrence of both 
during adolescence p nevertheless, Litton alludes to two cases in which 
chorea appeared in the course of pernicious aiifemia, and in which recent 
endocarditis was found after death. So, too, Roescr had a case of fatal 
epistaxis in which similar endocarditis was found at the nccro])8y, and 
in which chorea occurred during life. 

Pregnancy. — The relationship of pregnancy to chorea is very 
important in view of its fatality. Chorea is usually manifested during 
first pregnancies, and in moat cases there is no other cause than the 
Ijregnancy to which it can be attributed. In other cases, however, there 
is a history of a previous attack of chorea, perhaps in childhood ; or 
there may be a distant history of rheumatism j or the latter disease may 
immediately precede the chorea. Those who have sulfercd from chorea 
in a first pregnancy may suffer also in a second, and more rarely in a 
third ; Fer*i, indeed, refers to an instance in which a woman had an attack 
with each of five pregnancies. If the patient escape during her first 
pregnancy, it is not common for chorea to occur during a second; an 
interesting case has, however, been recorded by Hosier in which this 
sequence occurred^ but the woman had an .attack of acute rheumatism in 
the interval between her two pregnancies. It is very rare for chorea to 
occur for the first time during a third pregnancy; indeed, no properly 
authenticated case is on record. Moreover, the disease scarcely ever 
occurs under these circumstances for the first time after the age of 
twenty-five. From his own cases, and some selected from those collected 
by Dr. Barnes, Sir Wm. Gowers found that of 28 cases 8 occurrcil at the 
age of twenty; 3 at the ages of seventeen, eighteen, and nineteen 
respectively ;»2 at twenty-one and twenty-two; 6 *t twenty-three, and 
1 at twenty-four. 

The onset of the chorea is most commonly between the first and the 
third months of pregnaney, and appears specially prone to occur at the 
third month. It may, however, appear at any jieriod of pregnancy, 
though very rarely in the ninth month. The peri<xl of its occurrence 
in one pregnancy is no guide to the date of its occurrence in a subsequdbt 
pregnancy. 

In a fesv rare cases tlie chorea has not appeared until after pfirturi- 
tion; it has been known to follow an abortion. 
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An interesting question, which arises out of the association of 
pregnancy aind chorea, is how much emotion has to do with the matter ? 
A woman who discovers for the first time that sije is pregnant, is moi*e 
likely to be the subject of emotional excitement than one who has been 
in this condition before. This view finds support in Sir Samuel Wilks’s 
observation that a large proportion of the cases occur in URimarried 
girls. " 

Emotion .—The form of emotiou to which chorea has been most 
frequently attributed is fright; and as many mothers know this to be a 
recognised cause of St. Vitus’s dance, probably the number of instances 
in which a history of fright has been obtained must be discounted. In 
a considerable proportion of such cases several days have elapsed between 
the fright and the chorea; but there are wcll-aufJiAiticated cases on 
record in which the disease followed so immediately on the emotion as 
to leave no reasonable room for doixbtiug the relationship of cause and 
effect. One of the most striking instances of this kind is a case, recorded 
by Romberg, in which a little girl was attacked the same day after a 
severe fright caused by a dog jumjnng and barking at her. Von Ziemssen 
refers to a case in a boy where the disease became severe within a few 
hours after a fright; Trousseau to a case of a girl who was terrified 
into a nervous fit, and immediately became affected with chorea. It is 
rare for chorea thus to follow a fright without any interval; but among 
other recorded instances of the kind are two cases quoted by Sir Wm. 
Gowers, both in boys; in one it was the result of an unexpected pistol 
shot close to the ear, the other boy was caught in an apple-tree and fell 
in his hasty descent. On the other hand, it is rare for the interval to 
exceed a week, and when several weeks have intervened the efficiency 
of the fright becomes a matter of doubt. * 

Other mentiil emotions may likewise be responsible in some cases; 
notably grief, worry, or various forms of excitement; but none of these 
is nearly so frequently operative as is fright. So, too, mental strain, such 
SIS high pressure at school, was urged sis a cause of chorea by Sturges. 
With the nervous system in the unstsible condition of adolescence, it is 
not surprising that mental strain at this time shov-ld lead to a spasmodic 
neurosis like chorea. 

Hysteria .—As chorea is so much more common in girls than in young 
men, sind sis many cases occur in adolescents, it is scarcely surjxrising that 
the two conditions should sometimes be associsited in the sapic individual. 
Duchsitcau hsis collected 34 cases of the kind. This association of 
hysteria with some other disease of the nervous system is a matter of 
common occurrence, and is nowhere better illustrsited than in disseminate 
sclerosis. 

On the other hand, a few cases have been recorded in 'vhich hysteria, 
great simulator, has reproduced the clinical pictiwo of chorea with 
wonderful fexactness; but the hysterical stigmata should serve to dis¬ 
tinguish these cases from the genuine disease. ' t 

Imitation .—So impressed were some of the older physicians with the 
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jrt'cct of imitation as a cause of chorea, tliat, according to Faggc, 
iVdclison and physicians who succeeded him at Guy’s^lospital did not 
illow more than one ^r two cases of chorea to l)c warded with other 
•hildren. It is, however, douhtful if true cliorea is ever ))ro<luced in tliis 
tvay; and not in one of Osier’s Sot eases did this cause appear to ha\c 
been operative. It is the hysterical variety which often arises in this w ay, 
ind most of the cpidomicS of chorea have been made up of hysterical cases. 
Such epidemics have been rcported,%iobibly by Ib icheteau, Steiner, Weir 
Mitchell, and Wichmanii; but Steiner regarded the epidemic at I’rague 
is the result of atmosphei’ic influences, and in no way attributable to 
imitetion. It must be borne in mind that there is a a cry close 
resemblance between some forms of hysterical chorea and the genuine 
disease; and, moi%c»ver, that in some of the epidemics, while the majority 
of the cases have been of the hysterical variety, some have undoubteilly 
been instances of true chorea. 

Errors of refraction .—Closely associated with overwork at school is 
the part played in the production of chorea, in such and otlu'.r cases, 
by eye-strain consequent on anomalies of refraction—a cansal iidlnence 
more especially insisted on by Stevens. I)e Schweinitz, who has cai'o- 
fnily inquired into this subject, finds that there is hy])erinctroi)ia, or 
hypermetropic astigniiitism, in about 77 i)er cent of children allected 
with chorea; this proportion, however, corresi)onds exactly ivith what is 
usually found in childhood, for hypermetropia is iiresent in 70 per cent 
of the eyes of children at the elementary schools ; he conclndc.s, theiefoie, 
that the evidence that hypermetropia is a fundamental cause of chorea 
is not sufficient. Osier quotes from a letter, wi'itten to him by T)e 
Schweinitz, in which the results of his more recent investigations are 
summarised; in it he admits that cases of chorea are benefited by the 
correction of refractive errors, and he snpiioses that in a jmmsoii ])re- 
disposed to chorea eye-strain may foster attacks, or even priAoke them. 

Jleflex irritation .—Intestinal worms, gastric disturbances, dentition and 
the like have been regarded as causes by many, while by others their 
influence has been denied. They are so rarely met with that it is doubtful 
whether they play any jiart in the jirodnction of the disease ; at the same 
time they certainly may act as proximate causes in jiersons jtredisjiosed 

to chorea. , , 

Injury. —Blows, falls, surgical lesions, the successful and unsuccessful 
extraction o4 a tooth, and such shocks, have all beifti assigned as causes 
^)f chorea > but the concomitant emotion is probably the potent causative 
factor in such cases. 

Morbid anatomy.—Macroscopical examinations of the central nervous 
system in uncomplicated cases of chorea are usually negative; and the 
■same may be *8aid of a good many microscopical examinations, thongh 
many of these have not been conducted with the necessary thoroughness. 
From a study of seventy-nine autopsies Kaymond conclunes that the 
condition most commonly mot with is hyperaemia ; the next in frcflucncy 
of occurrence being softening consequent on embolic filngging of 
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but Certain nervous changes may already have taken place, in the higher 
centres, that had not yet invad^ indicating areas ; thus the appearance 
of the disease is sudden, though the detection of th{) morbid change is late. 
After the full recognition of the disease, we commonly learn from the 
friends of symptoms (now appreciated for tljp first time) which push 
back the duration of the mal^y. Such symptoms are the warnings, or 
prodrome, of general paralysis. These warnings may affect various parts 
of the nervous system, causing loss of po^^er or loss of control. I will 
consider some of the more prominent under the heads of mental, sensory, 
and motor warnings. 

On the mental aide is noticed some impairment of the most specialised 
accomplishments of the individual; thus the musician ceases to please 
his trained auditors, the artist’s work no longer comsa&ds a market, the 
artisan gets out of work, the soldier loses his good-character badge. 
There is, in fact, a loss of the highest power of adjustment, a kind of 
social ataxy which interferes with delicate social intercourse. 

Loss or defect in power of attention is very common. Loss of will 
power, doubt and uncertainty may simulate neurasthenia; and increased 
irritability, change in temper, abnormal susceptibility to the influence of 
stimulants of all kinds are of very frequent occurrence. Hysteria and 
“ nervousness ” may also occur long before the danger is suspected. Among 
the sensory warnings we may meet with defect in smell, sudden loss of sight of 
a temporary kind, similar loss of hearing, tempormy and local ansesthesise, 
formications, flashes of light, tinnitus aurium, and hallucinations or illusions 
of one or more of the senses; though in my experience these sensory 
warnings are not very common. Giddiness and so-called congestions of 
the brain may occur, or bilious attacks ending in vomiting or fainting 
fits. If such symptoms appear in patients who seem in other respects 
likely to suffer from general paralysis, they may be of value as warnings. 
On the Tnotm- aide there is often well-marked restlessness, or, occasionally, 
stupor or tmdue torpor with well-marked sleepiness ; slight and temporary 
aphasia, or loss of power of expression by speech, or by writing, or other 
defect of the kind, may occur, with some alteration in gait (ataxic or spastic), 
inequality in pupils, or change in muscular elet^^rical reactions. There 
may be convulsive seizures or partial palsies, such as ptosis, external 
strabismus, or loss of power in one limb. Besides these local or special 
troubles, there is often also a general indescribable change; the person is 
“ not himself,” he is tending away from himself. There miy be loss of 
recent memory, inability to transact business, confusion of thought, lols 
of animal spirits, or, on the other hand, an undue buoyancy with sleep¬ 
less restlessness. I believe the character of the coming general paralysis^ 
is generally foreshadowed by the nature of these earlier warnings, though 
* this is not always the case. * 

Lastlys I would call special attention to a group of warnings which 
might be considered with the symptoms of ^pcial Ataxy, but as they 
have especially important relations I prefer to place them apart. I refer 
to the moral perversions which in not a few cases precede the recognition 
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of general paralyeis. Crimes against morality and propriety are the most 
common, such as criminal assaults, indecent exposure, bigamous marriages, 
and the like; or, again, stealing, getting money under false pretences, 
and reckless conduct of business, with apparent fraudulent intent, may 
be the kind of backsliding. Faintings, bilious attacks, and attacks of 
“ petit ” or “ grand mal ” klso occur as warnings. 

The invasion may be‘apparently quite sudden, and it may appear first 
on the motor, the sensory, or the intellectual side. The first symptoms 
of the disease maybe but the sudden increase of any one of the warnings. 
A fit of one kind or another may be followed by all the mental and 
physical signs of general paralysis. An attack of mania, whether this 
be of the simple emotional or of the delirious form, may pass into general 
paralysis. Melarftl^olia, or mere silliness, may be the earliest feature 
of the disease. In rarer cases “ folie circulairo ” or alternating insanity, 
systematised hallucinational or delusional insanity seem to initiate the 
(hsease; the fact being that the degeneration vai-ies in the part of the 
brain which is chiefly and earliest affected, and consequently the earliest 
signs of the disease vary. To sum up : the disease may be recognised 
suddenly, and any form of mental, motor, or sensory disorder may 
appear as its first symptom. In some cases the patients seem to have 
been peculiar for many years, or even to have shown symptoms from 
early youth which, becoming exaggerated later-, prove to be forerunners of 
general paralysis. 

Forms of general paralysis.—Though various authors, including 
Dr. Mickle, have described certain special varieties of disease in which 
specific changes in the nervous centres are connected with definite mental 
disorders, I have not been able to satisfy myself that these divisions can 
1)0 definitely made. It is convenient, however, to recognise the fact that 
the symptoms generally combine in one or other of the following clinical 
groups :—(i.) Acute or galloping general paralysis ; (ii.) ordinary general 
paralysis, with mania and exaltation of ideas; (iii-) melancholic-hypo¬ 
chondriacal or stuporose general paralysis; (iv.) progressive dementia 
with general paralysis; (v.) general paralysis of the double form; (vi.) 
spinal general paralye^js, that is, beginning with ataxic or spastic symp¬ 
toms ; (vii.) general paralysis in woman ; (viii.) developmental or adoles¬ 
cent general paralysis; (ix.) senile general paralysis. 


> Forms of Insanity in General Paralysis 
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Melancliolic. | Deliisloiuil. 
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NaU.—VH the private cases the total number of patients showing degrees of Dementia 


was 161. 
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(i.) Acuie or gallopmg general paralysis .—The chief characteristic of this 
disease is the rabidity with which the whole of the symptoms, both physical 
and mental, may run through their course, and end fatally. The causes 
of death may have been long at work: signs of mental decay, indeed, 
may have been passed over as unimportant till the catastrophe revealed 
them in their true light The tinder was dry lor the spark, and destruc¬ 
tion is the result In some cases death has taken place in six weeks, 
in others in from three to six months. In one group of such cases acute 
delirium or acute delirious mania ushersin the disease, and probably 
some of the fatal cases of delirious mania are really cases of acute general 
paralysis. A sudden febrile illness, a sudden moral or physical blow, or 
a fit may start acute general paralysis. Acute delirious mania, or a most 
remarkable state of restless activity, with some rise jn temperature, sets 
in; the tremor of the muscles about the mouth is generally well marked, 
the defect of speech is early and well marked, emaciation rapid, face 
flushed, and the expression anxious; excitement is rapidly followed by 
mental weakness, loss of vesical and rectal control, bedsores, rapid 
exhaustion, and death. Fits are not, in my experience, common in this 
form of the disease, though they may initiate it. 

It is interesting to note here that a certain munber of patients who 
have acute delirious mania recover; certain others are left permanently 
weakened in mind, and a few pass from acute delirious mania into genera^ 
paralysia The general paralysis thus started by delirious mania is not 
always of this acute and rapid kind, but may belong to either of the 
other forms. 

Typical case of General Paralysis ,—The following is a specimen of an ordinary 
case of general paralysia A married man of aboirt 45, of active habits and with 
plenty of ability, not belonging to a neurotic family, who in early youth had 
been a free liver, fifteen years before had contracted syphilis, of which he thought 
very little, as he had few or no constitutional symptoms. I^e married when the 
danger of infection had passed, and for some time he indulged very freely in 
sexual connection; but he steadied down and was a thoroughly good and respected 
man of business. Certain severe money losses, due to no fault of his own, worried 
him, broke down his sleep and appetite, and he sought relief in alcohol. He 
complained of headache and loss of power, and was regarded as neurasthenic. At 
this time rest and travel were advis^. He was very emotioiud, even hysterical; 
at other times he was apprehensive and hypochondriacal. Change and rest, how¬ 
ever, seemed to set him up, and in two or three months he returned fg work &irly 
well He fell down unconscious in “ epilepsy ” ; from this attack he recovered* 
in a few days, but some defect remained in his ^ech; he hesitated, and did 
not articulate clearly. Now he took more prolonged rest, and when he came 
back to town all his Mends were struck with his buoyant, exuberant health ; 
and he said he felt better than he had felt for yeara This feelii^ of buoyancy 
lad to amorousness, and not content with home he got into bs;^ company and 
scandal aros^ He rapidly became intolerant of interference, irritable, and 
passionate. This state of unrest ended in a snddej^ outburst of mania, with 
violence and extravagance, during which endless telegrams and lettess were sent 
to distinguished persons to whom he was unknown. Sent to an a^lum, he fell 
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at once into all the ways of the place, making himself the agreeable frieml of one 
( and all, and never seeming to tire in his work and play. By tMs time, however, 
the change in his expression and in his aspect was well marked : his gait was 
altered, his pupils unec^l and sluggish, his writing changed and speech 
clipped. Every available piece of paper was seized for voliuninous scribbling. 
StiU little or no change was iRen in his temperature or in his general circula¬ 
tion, though after exercise his breathing secerned to get shorter. He had lost all 
his finer acquirements, and though he would sing, or play on the piano, his 
j)erformance8 were feeble and faidty. Memory was failing, but still was fair; 
however, he had no power of appreciating his own condition, and still thought 
himself in perfect healtli. Sleep was profound and appetite goo<L This period 
of excitement lasted for a1x>nt four months, to be i-eplaced by a phase of general 
dissatisfaction with his position and surroundings. He complained incessantly 
tliat he ought nevef io have been brought to an asylum, and he appealed so 
constantly for release that at last this was granted at the wish of his wife. At 
home he was exacting, irritable and unstable. A change into the quiet country 
was tried with marked gain, but a return to London was followed by another 
but much slighter fit which left the mind much weaker, and the patient 
now exhibited the characteristic “ facility.” He would read childish novels and 
cry over them, go out for the same walk daily, and Vxs perfectly satisfied with 
himself and his surroundings and excursions. Sleep 1x*ing very good and 
appetite greedy, he got very fiit, his face lost expression, and his skin Imcaiiie 
sallow and greasy. This calm continued for six months, when a severe fit 
of an apoplectiform character left him for some days hemiplegic and aphasic. 
These symptoms slowly passed off, but the man now began rapidly to lose 
mental and bodily strength; he laughed to himself, was neglectful of cleanliness, 
occasionally lost control of rectum or bladder, and ate ravenously without 
mastication; at times h« was irritable, but too weak to give much trouble. 
He got thinner and disposed to liedsorcs over the sacrum. While trying to get 
out of his chair he fell, and a rib was fractured, but no complaint ol jiain was 
made. Soon after other fits occurred, and for some days he was in a “ status 
epilepticua” One arm was now noticed to lie contracting, and he was too help¬ 
less to sit up. * 

The second and tliiid stages had occupied a year; the bed-ridden paralytic 
state continued for six or seven months, during which his limljs contracted. He 
seemed quite unconscious of his surroundings ; still the organic rcflexwi jieraisted, 
so that anything placed *on his lips caused a swallowing movement. Thus 
liaralysed, emaciating, and incontinent of urine and stools, recognising no one, 
he remained till the temperature rose, with pneumonia at the Ixuse of one 
lung; this rapidly spread, and with a temporary gleam of re^n liefora his 
death he died Quietly at the end of about three years from the time the disease 
"*as first fully recognised. 

, (ii.) The ordinary maniacal general paralym .—It is almost always 

preceded by a slight period of depression, which often assumes a hypo- ^ 
chondriacal asjiect. It then resembles orfinary mania, nearly always 
associated with exq^sive benevolence with the most wonderful^xaltation 
of ideas. The exaltation^s all but universal, so that the patient bcheves 
himself to be wealthy, beautiful, a poet, an author, an athlete, and an 
immortal. Restlessness is also well marked in these cases, but next 
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to expansiveness probably “ facility ” (as it is called by Dr. Clouston) is 
most characteristic. The patient, though believing himself to be so mighty, 
yet, like a child, is very readily diverted from onp Buhject or purpose to 
another. The mania assumes the emotional or hysterical aspect, and the 
more marked this is the greater the chance of remission. . The second 
and third stages are alike in all the various foms. 

(iii.) The melancholic form of general paralysis is not always easy of 
detection. In many cases, as already sai^, there is a period of depression 
which may be of very short duration. General paralysis may bo associated 
with any of the various forms of melancholia. Thus active resistive 
melancholia, and melancholia with stupor, may be met with. Hypo¬ 
chondriasis is very common in general paralysis,* and I have seen 
melancholic patients with extreme enlargement of id^—as, for example, 
to imagine such an occlusion of the bowels that if they bm’st—as they 
must—the world would be flooded by the eruption. One such patient 
believed himself to be a mass of syphilis, and that he would give the 
disease to hundreds of men in the city. In my experience hypochon¬ 
driacal notions of bowel obstruction are common in the melancholic 
forms of general paralysis. 

In many cases of melancholia there is great diflSculty in getting the 
patient to speak or to put out his tongue, and consequently it is often hard 
in the earlier stages to form a diagnosis. Not infrequently I have been 
misled into thinking the case to be one of simple melancholia till I found 
the patient, though making constant complaints, was getting fat; then it 
was found that his pupils were unequal, his speech was defective, and his 
reflexes abnormal; or perhaps the onset of fits cleared up the diagnosis. 
Not only marked melancholic symptoms but even “ persecution mania ” 
may be an early symptom of general paralysis. I have known one man 
who with all the physical signs of general paralysis only exhibited simple 
weakness of mind and the delusion that he had scabies, which he was 
always anxious to show to all visitors. Another man was very dangerously 
suicidal because he thought he was infecting the city, and that therefore 
crowds were waiting to lynch him outside his house. Though suicide is 
not common in the ordinary general paralytics it* may occur in the melan¬ 
cholic and persecuted patients. 

It is of great importance in this group to recognise the want of pro¬ 
portion between the bodily and mental symptoms: thus if a man 
complaining of being miserable, of being obstructed in hi^bowels, or of 
being persecuted by his enemies, yet eats well, sleeps well, and gaihs 
flesh, he is either a chronic melancholic or possibly a general paralytic 
passing into dementia. Remissions are less common in the melan-^ 
cholic than in the maniacal form of general paralysis; fits of various 
kinds may occur, and there is generally a tendency to fatness and 
dementia^ 

(iv.) Demented farm .—Whereas most genera], paralytics pass ultimately 
into dementia, some of iihem pass into weakness of mind from the 
outset, being from the first dull, heavy, indolent and sleepy. Although 


699 


GENERAL PARALYSIS OP THE INSANE 

_ * -- 

they get weaker as the disease advances, yet they rapidly fatten and are 
' very liable to fits. In some the first stage is one ratheiPof mental con¬ 
fusion than of mental ^defect, but dementia comes on later. Some of 
these demented cases begin with fits. It has been pointed out elsewhere 
that the progressive stages of general paralysis are summarily represented 
in the stages of drunkenness; for alcohol will make one man emotional, 
amorous, or pugnacious, another sentimental and lachrymose, and a thiiti 
merely stupid. ^ 

It is common to meet with cases of general paralysis of the simple 
progressive demented type in general hospitals, and many such are 
treated at home as cases of “ softening of the brain.” It must not be 
forgotten, however^ that the most placid and docile of patients may sud¬ 
denly become violehf*and maniacal. 

(v.) Circular farm of general paralym. —^This is to my mind the most diffi¬ 
cult of all forms to detect and to define. It is among those suffering from this 
form of general paralysis that so many “ cures ” are recorded; and it was 
not till I had been misled several times by such cases that the nature of 
the disease dawned upon me. This variety may be described in a very 
few words, but the description will not prevent misbikes being made over 
and over again. A patient (all mine have been men), of the age and with 
the ordinary history of general paralysis, becomes very extravagant and 
exalted; he will boast, rush about the town, give presents, make love, 
drink, and get into the hands of the police; in jail or in an asylum a 
diagnosis of general paralysis is made, but he slowly improves, expresses 
gratitude and contrition, and is sent home “ well,” the doctor believing he 
has made a mistake in diagnosis. A year later the imtient is seen again, 
but now is in a state of profound melancholia with refusal of food, 
and the physician feels sure that his original diagnosis must have been 
wrong. Slowly this melancholia passes off again, to be followed, after 
an interval of varying duration, by acute mania, resembling the 
previous attack even in its minutest details; this gives way again to 
calm, and perhaps to a second “ recovery.” After the lapse of several 
years the patient, however, presents the physical and mental signs of 
general paralysis, of which disease he dies. I do not know any way 
of avoiding mistakes in these cases beyond careful observation of the 
physical signs. 

(vi.) Spinal general paralysis. —General paralysis may follow symptoms 
of tabes doftalis which may have lasted for some years without any 
^parent mental defect; or it may bo preceded by marked signs of spastic 
paraplegia. It is possible that general paralysis may follow disseminated 
sclerosis; I have seen such cases, but I am in doubt about the affinity of 
the two diseases. It is thought by some authors that peripheral neuritis . 
—whether dtle to injury, lead, or alcohol—may give rise to general* 
pairalyeis; and accordingly a form of general paralysis of ai^ ascending 
propagat^ course is desmbed. 

(vii.) General paraiysK in women. —It used to be doubted whether 
general paralysis ever occurred in women, and it is certain that women 


700 


SYSTEM OF MEDICINE 


of the educated classes rarely suffer from it. I think there is no longer 
any doubt bift that even gentlewomen suffer, though to a much les!i 
degree than men. There are no special symptoo^s to separate the general 
paralysis of men from that of women. It usually occurs rather earlier 
in life, it has a tendency to last longer, fits are not so common, and 
dementia sets in earlier, the patient rapidly passing into a quiet childish 
state. I think the reflexes, as a rule, are much more exaggerated in women, 
and it is rare to meet with ataxic symptoms; this is the more interest¬ 
ing when we remember the rarity of tabes in women. Women may 
menstruate up to a very advanced stage of general paralysis; even in 
the second stage they may bear children, become pregnant and be 
delivered normally. Children born of general paralytic parents (of 
either sex) will probably show signs of degeneracy^ they may be idiotic, 
imbecile, or vicious. 

(viii.) Developmental or adolescent general paralysis wiU be described 
herhafter by Dr. Clouston. I have seen several such cases, the majority 
having been taken at first to be cases of disseminated sclerosis, and it was 
not till later that suspicions of geneml paralysis arose. This form may 
occur in children from twelve years upwards j I see no reason why infants 
should not also suffer. The progress of the disease, in my experience, is 
not rapid; but dementia appears early, and there is rather a gr^ual decay 
than a disorder of the intellect. Paralysis soon occurs, fits are not 
uncommon, and the patients slowly die exhausted. 

I have never yet met with such a case in which there was not evidence 
of parental syphilis—a very interesting fact in connection with causation 
of the disease in the adult. 

(ix.) Senile general paralysis .—This variety is not recognised by many 
writers, and I am not inclined to regard it as a very distinct form of the 
disease. I have already pointed out that progressive decay of bodily and 
mental functions is the essence of general paralysis, and the same may be 
said of senile dementia ; but the latter is rather a normal extinction of the 
higher functions, while the former is a premature and unnatural decay. 
It is recognised that some senile persons, mostly men, exhibit a wild, 
excited, and extravagant train of symptoms, during which they waste 
their money, go in for sexual debauches, drink, and behave like general 
paralytics; yet in most of these there is not the universal benevolence 
which is common in general paralysis, nor is there the marked defect 
of articulation; the physical weakness is rather paral^ic from the 
first than mere enfeeblement. The memory, too, is more affected ^n 
dementia than in general paralysis, and if fits occur they are more 
probably apoplectic than epileptic. There are cases, however, in, 
which all the symptenns of general paralysis occur in patients over 
sixty, and such cases must be called cases of senile gefieral paralysis; 
and I kpow no limit to the age when true general paralysis may 
occur, for as age is a relative term so the diseases of old age must be 
relative also. 
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Ages of Onset of General Paralysis* 
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Duration of the»di8ease and of its stages. This may vary from a few 
weeks, in the acute ^erm, to many years in some of the chronic forms, 
or in those in which prolonged remissions have occurred. I have found 
the average duration in private cases to be about three years from the 
first diagnosis. Taking the history of the warnings and the ^rly stages 
of the disease, I should estimate its duration in private patients of the 
upper class at about five years from the very beginning to the end. I 
have known of one or two undoubted cases which lasted from twelve to 
twenty years. I am inclined to think some well-marked cases never 
advance beyond the prodromal stage, that indeed there may be an esirly 
arrest of the process; and I believe that in occasional eases arrest may 
occur during either of the other stages; at any rate complete remissions 
may occur during the prodromal stage, the stage of excitement, or the 
stage of paresis. I know of no guide to the probable duration of the 
various stages, and I do not think there is any definite proimrtion between 
the length of the several stages. Cases which liegin with very acute 
mania, excitement, and exaltation more frequently present remissions; 
cases beginning with steady loss of mental power rarely, if ever, have 
remissions; but the disease may be arrested. In a remission not o»uy 
there no progress of the disease, but also a gam of power; in arrest the 

progress is stopped but no gain is made. „ , . 1 

Symptoms:— First I shall take those which may be cidled the more 
characteristic, and refer later to the less common symptoms. The only 
absolutely characteristic symptoms are 

sive dementia, states which scarcely need any descnptiom On the mento 
side we find loss of the highest self-control, which is shown in different 
ways in diffeftnt persons; there is a loss or defect in 
mSst special acquirements-loss of power of self-judgment, and of judg¬ 
ment iraffairs, often engendering extrava^nt notions of 
iind power. The emotional instability is also a result of defect of control. 
Will^Mwer is in defect, so that the patient is facile and 
there is defect, too, in the registration of recent impressions (loss of lecent 

sensory side t^ere is frequently some Iom of a 
and occasionally hallucinations or illusions; these again may be temporary 
or recurring. 
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'I On tlie moJx)r side there are defects of facial expression, of speech, 
of writing, of gesture, and of gait. 

On the nutritional side the higher or move organised tissues are 
replaced by fatty or degenerative products. There is also tendency to 
vascular and circulatory changes. The blood itself, believe, undergoes 
some obscure alteration. , 

Loss of the highest mental control permits many impulsive acts and 
emotional outbreaks. An external impresrion may lead directly to an im¬ 
pulsive act or to a sudden emotional outburst—mere reflex acts uncontrolled 
and undirected; most of the earlier symptoms depend on this defect of 
control, which shows itself also in a loss of delicacy in performing the 
most refined and specialised acts. Tact and accomplishment are lost; the 
artist is no longer exact in drawing or sensitive in'colour; the musician 
loses sense of time and harmony; the arithmetician is no longer nimble in 
computation; the clerk is slow and awkward in his writing; the actor loses 
the versatility and mobility of his features; the artisan is discharged for 
careless work; the domestic servant gets into disgrace for frequent 
breakages. The finer defects may run together in several lines; thus 
the clerk may write badly, speak thickly, and walk awkwardly; and the 
artist may be deficient not only in his own special art but in related 
acquirements also. 

The defects in the highest control may be progressive, or they may be 
well marked up to a certain point and then seem to be arrested. There 
may be remissions also in the individual symptoms. The loss of self- 
knowledge is a veiy important symptom ; for, although it is common for 
persons of unsound mind to fail to realise that they are unlike themselves 
and unlike others, this lack of self-knowledge is most marked among the 
general paralytics. The general paralytic seems incapable of knowing 
himself, and of recognising or comparing his past and present states. No 
amount of experience enables oven a medical man to recognise the disease 
in himself, though he may indeed have been an asylum medical officer. 
Such a one may be hypochondriacal at the onset of the disease, and in 
dread of it; but, when he has once passed into the buoyant stage, he is 
quite incapable of realising his state, indeed will take a visitor round his 
wards and point out other patients who have similar symptoms to his 
own, without being able to recognise them in himself. This want of self- ' 
knowledge leads also to the grandiose ideas, the egotism, and even to the 
change of notions as to personality which partly depend on them. Patienj'/S 
may lose the feeling of self, and this may go farther, so that they have 
confused ideas of their own identity, and may even lose themselves alto¬ 
gether. I have met with patients who sought for themselves, and even* 
took off their clothes to see if they were really there. 

Megalomania .—Exaltation of ideas may depend on loss of thought- 
control, eSch idea, as it passes through the mind, being seized as real and 
appropriate. The mind is thus coloured by every passing wave of thought, 
and naturally assumes the happy guises of the great. * 

Exaltation, though common in general paralysis, is not invariable, nor 
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is it confined to this disease.. It may be present in ordinary and in 
alcoholic mania, in delusional insanity, and in paranoia; t6e exaltation of 
general paralysis differsn however, from the other fonns in its universality 
and benevolence. The general paralytic at one moment is an actor, at 
another a bishop; ,ge sees po inconsistency in being at once a god and a 
jockey, a poet and a millionaire j as a rule he is benevolent in his exalta¬ 
tion, being willing to grant power and wealth to those about him. The 
patient with monomanm of grandeur as a part of delusional insanity is 
usually content with his one great idea, and is not in the least disposed 
. to give up his power or to share it with others. 

Exaltation is not only associated with the maniacal or expansive form 
of general paralyse, but may occur also in the other forms of mental 
disorder which maj* form part of it. I have met with melancholic 
general paralytics who have thought that millions of devils were torturing 
them j and I may refer again to more than one patient who supposed his 
bowels to be obstructed by millions of tons of fteces. In otW cases 
delusions with ideas of persecution have been associated with notions 
that all the world was in league against them. 

• It is noteworthy that in general paralysis there may be a dual 
consciousness, so that while the patient talks of his millions of gold and 
diamonds he may yet remember the state of his balance at the bank, and 
act consistently therewith. 

Mieromania is a name used in contrast to megalomania and to indicate 
what Dr. Mickle calls “ belittlement.” This occurs more frequently in 
general paralysis than in any other form of mental disorder; but it is 
rare even in this. The patients say they feel so small they can go under 
doors, or they can get through cracks and keyholes. This feeling of 
belittlement may be associated with some cutaneous ansesthesia; as the 
opposite idea of greatness or swelling of body may depend on hyper- 
aesthesia. Mieromania is met with in certain other cases, but chiefly in 
senile degeneration, or mental degeneration of one kind or another. I 
have met with senile patients who spoke of themselves, and of all about 
them, as “little things.” 

Emotional instability very rarely absent in general paralysis, and is 
often one of the earliest symptoms; there is a tendency to exaggerate 
both the joys and the sorrows of life; usually it is marked by increased 
irritability, so that the formerly docile, gootl-tempered man becomes hard 
to live with.'* In rare instances the change is of the opposite kind, the 
bad-tempered man becoming more easy to manage. Crying and passion 
are both common in general paralysis, and it is well to remember that 
hysteria occurring in a middle-aged man is very frequently an early 
sjnnptom of general paralysis. 

The g^ei%l paralytic is pleased with a feather and tickled with a 
straw ; he wiU sob over the penny novel and weep over th«k vulgarest 
drama. The ease with q(hich men are affected by emotional causes is a 
gauge to thdlr stability, and is a good indication of the decay produced by 
age or disease. , 
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The defect of vM-power, already described as one of the well-marked 
features of the disease, and the fcicUity (of Clouston) are seen not only in 
emotional weakness but in the want of will which nmkes it often easy to 
guide these patients for their welfare; determined and obstinate perhaps 
if argued with, they may be diverted by changing the direction of their 
thoughts. Want of will may show itself in pome cases as true folie de 
d<nUe. 

Menwry is affected in very various wjiys: one of the earliest com¬ 
plaints made by patients themselves is that their memory is not what it 
was; but, as this statement is made by most men over forty-five, it does 
not attract much attention. Often the memory seems to be more 
seriously affected at first than later, probably becaiise fewer calls are 
made upon it; the loss of memory is slow and progi-essive, in some cases 
the defects suddenly follow fits, which may leave a distinct gap. It begins 
with failure in the more recent and more isolated facts; then it leads to 
a strange jumble of ideas and a mixing up of the past with the present— 
the real with the ideal. The memory may seem to recover itself during 
remissions. Generally speaking, the loss of memory is not nearly so well 
marked as in alcoholic paralysis. 

On the senm-y side there is usually loss of acuity in one or more of 
the senses, but it is not common in general paralysis to come across cases of 
progressive failure ending in complete blindness or deafness; though I 
have often met with cases of more or less complete blindness, or deafness 
of one ear, which has proved transitory. There is no special change in 
the discs associated with the disease; in some cases there is an excess of 
vascularity in the early stages, in others atrophy ; and in some the vessels 
seem to be placed in channels which have rather dark lines along 
their edges. Sometimes, towards the close of the disease, there is marked 
optic degeneration; at others temporary or permanent blindness will affect 
one or both eyes. It is probable that in the optic nprves, and in other 
peripheral nerves, degenerative changes generally take place if the patient 
live sufficiently long. 

The pupils are generally unequal; the inequality varying, one pupil 
being larger one day, the other another. The^ pupils are frequently 
irregular in outline, but the most important point, in my opinion, is to 
ascertain whether they react to light and accommodation. We often 
meet with ataxic symptoms in which some reaction to light or accom¬ 
modation is retained, though this is much less than normal; ^nd there is 
little proportion between the spinal and the pupillary symptoms. It is 
common, however, to meet with small pupils in cases which began with 
locomotor ataxy; and it is also common to see dilated pupils in rapid 
cases, and in the later stages of the disease. There is no direct relation 
*between the mental symptoms and the dilatation of the pupill; nor is there 
any direct «onnection between the dilatation of the pupil on (say) the left 
side and the exaltation of ideas. The pupils, thei% are generally abnormal, 
they vary from time to time, they generaUy react defectively to both 
forms of stimulat^op, and they are often irregular and eccentric in form. 
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It has been taught in France that in general paralysis there is loss of 
power to detect pepper. I have tried to find this synl^tora bnt have 
failed, and I do not attribute any value to it. Many cases of hyper- 
sesthesia have been described, and I have met with a few. In some there 
is only a local sensitiveness, which in most cases passes ofiF; in other 
cases patches of anaesthesia occur, as I shall state presently, but as jet 
we can attach no special value to these symptoms. 

Headache or head tenderness, neuralgia, and other nerve pains have 
been described by Batty Tuko and others; but it is not a common ex¬ 
perience for me to meet with these. 

Hallucinations and illusions of the various senses may be present at 
any time of the eanlier stages of the disease. In my experience they are 
not so common as Ai« other forms of mental disorder; but it is a mistake 
to think that they are rare. Dr. Mickle says that more than half his 
patients had hallucinations during one period or another. Those of sight 
and hearing were the most frequent, and were about equally common. 
Many general paralytics say they see and hoar things, as the outcome of 
their boastful delusions; they think they arc God’s messengere, and must 
therefore hear from Him. There is nothing special in the character of 
the hallucinations, which may be single or multiple, pleasant or painful, 
constant or occasional. In some few of my own cases the hallucinations 
followed the same course as in systematised delusional insanity, and were 
associated with ideas of persecution, of spies or detectives, of whisj)erings 
and annoyance. 

Common sensibility may be reduced or almost annihilated; I have 
known patients rub holes in their bodies or their limbs; and one case of 
a man who slept placidly while his hand was Iming roasted. It would 
seem that there may also be deficient reflex sensibility, so that in them 
there is an especial danger of choking by the food in the throat, which is 
not duly stimulated to swallow. 

The disorders of maseviar «• motor control are many and character¬ 
istic j they are of two classes: the passive, as seen in defective reaction 
and defective expression; and the active, as seen in disorders of articula¬ 
tion, writing, and gestpre. The face wears a mask, the cheeks arc 
Sabby without lines or folds; in some cases the patients look as if they 
bad blown out their cheeks, in others the frontal muscles have to be 
fixed before the rest of the face can be moved. Besides loss of expression 
there is loss*of control, as seen in the very tremulous over-action or ill- 
directed action. In many cases in which the knee-jerks are exaggerated 
there is also great excitability about the facial muscles; the tremor is 
usually most pronounced about the mviscles of the lips, the tongue also 
being very greatly affected j for a time indeed it is ataxic, so that its 
movements ar# irregular and awkward. There may or may not lie 
fibrillar tremor, but I do not think this is very common. Tjje ton^ie 
from being ataxic becomes more paralysed and rests on the teeth, taking 
an impreasioK from them along its sides. Certain words are not readily 
pronounced. I believe it will be found that some general paralytics fail 
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in the labials, others in sibilants or dentals. Tremor of tongue and 
difficulty in speech are greatest after mental or moral excitement, and 
after eating. There is often loss of control over the cheeks and lips, so 
that saliva flows over the chin, or food collects about the gums. 

Various forms of disorder are associated with the function of mastica¬ 
tion; thus there is often a tendency to smack the lips, or to movements 
like sucking, grinding of teeth, or swallowing. The grinding of the 
teeth may go so far as to fracture them. , 

The handwriting in general paralysis is almost pathognomonic. In 
the earliest stage the patient often writes voluminously in a rather shaky 
hand, and it is noteworthy that the words are often left incomplete; 
syllables are omitted and the letters are not attached one to another. 
In some cases, however, the handwriting improves dn legibility, for the 
patient, finding his inability to write quickly, begins to write largo text 
like a child; yet even then the letters are often separate, and the words 
shortened. Although the writing has much the character of that of 
an old man, in this latter case the shakincss is not associated with the 
separation of the letters. In alcoholism, however, the shakiness and the 
elision or dropping of letters may occur together. 

Muscular defect in gesture is seen in the orator and the actor, and 
may give way to ludicrous exaggeration of the natural expression. The 
gait varies greatly, there being many grades between the extreme ataxic 
and extreme spastic walk. In some cases the symptoms may vary, so 
that a patient who at one time seems hopelessly ataxic, at another may 
lose this weakness. In many cases the symptoms differ on the two 
sides. There is very often a great restlessness, which on the muscular 
side is seen in incessant movement or perpetual writing of letters. 

Knee-jerks may be absent, normal, or exaggerated; or they may 
differ on the two sides : they may also vary from time to time. 

FUs and Palsies .—During the progress of general paralysis fits occur 
commonly, but by no means universally. These may be the earliest 
symptom, though more frequently they occur in the later stages of the 
dise^. The attacks have been called, according to their severity, con¬ 
gestive, epileptiform, or apoplectiform seizures. - 

I have already pointed out that the occurrence of hysterical fits in 
middle-aged men is of serious import; I need only add here that it is 
not uncommon to meet with cases in which hysteria was the first 
symptom of general paralysis. A hard-worked man whb has had a 
great deal of worry and anxiety, when consulting the doctor, bursts into 
tears, sobs, then laughs, and for a moment cannot speak. Such emotional 
instability may precede the other symptoms by a year or more. 

A slight attack of giddiness, some temporary loss of consciousnest 
similar to that of petit mal, sudden transient loss of speech, blindness, oi 
deafness ^y mark the onset of the disease; such symptoms pass off anc 
recur. They may be present, under stress of mind or body, at irregulai 
intervals several years before the other and more easily recognised 
s}nnptoms of general paralysis are noticed. 
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Congestive or other seizures may start the active mental disoitler: 
thus directly after a fit a man may show great mental Excitement; hut 
in the great majority of cases the fits first appear after the patient 
has passed into the second stage; so that some have spoken of this as 
the “ fat, fatuous, and fitty stage.” It is common experience that 
patients grow fat before^ the onset of the fits. There may be slight 
warnings, resembling attacks of petit mal, before severe apoplectiform fits 
occur; but this is by no me^ns constant, as the first fit may be very 
severe, or even fatal. It is common to meet with some gastric disorder 
immediately before the fit, and increase of temperature is not an unusual 
warning of this dan^r. The fits are very irregular in their recurrence; 
and though for some time, affecting the same centres iis epileptic attacks, 
they may present* similar features, yet it is common to meet with fits 
whieh do not affeet the same parts in their recuri’ence. The seizm'es 
may continue for days together, the patient remaining in a sfu/as 
epilefticMS. Fits are most common toward the end of the disejise, and 
are often the immediate cause of death. As a nile, marked mentid 
degradation follows the onset of the fits, but in a few cases I have met 
with temporary improvement after epileptiform seizures. 

Though the seizures may be most marked on the sensory, motor, or 
vaso-motor (or “ organic ”) side, yet, as a rule, in complete fits all these 
})arts are affected. I have seen several cases in which temporary loss 
of sight or of hearing, generally on one side, has preceded other and 
graver symptoms; in others local or general hyperaesthesia was present. 
On the motor side sudden loss of power in one hand is the most common 
failure, though occasionally speech may be embarrassed while conscious¬ 
ness remains perfect. I think very gravely of any temporary loss of 
power occurring in middle-aged active men. 

It is not uncommon to meet with so-called “ bilious attacks,” which 
may have a vaso-motor origin. 

The fits vary greatly in form and in degree. I have alrcadj' sjmken 
of the slight passing attacks which occur most frequently in the earlier 
stages. 

Next in order are i^e epileptiform fits, which cannot by inspection be 
distinguished from true epilepsy. They are most commonly associated 
wth complete loss of consciousness, though I have seen a patient con¬ 
vulsed while at the same time he was conscious, and wjus swearing at his 
disorderly Umbs. 

* As in epilepsy, these fits frecpiently start in a definite spot and 
follow a definite line of development; but this is not always the case. 
The epileptiform fits may pass off rapidly, leaving the patient tired, but 
ignorant of what has happened; but^ as a rule, the epileptiform fits of 
general paralysis leave more physical and mental weakness behind them 
than a similar nervous discharge in epilepsy would do. . 

While the result of an epileptiform seizure is more marked in general 
paralytics than is a simuar fit in an ordinary epileptic, it will be seen, on 
the other hand, that the apoplectiform seizures in them are followed 
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by less marked and less permanent disorder than is a true apoplectic 
fit. ' 

I need not describe the character of the epileptiform fits themselves, 
as they start from the same centres as do those of true epilepsy, and 
generally run a similar course. In the apoplectiform fits we have usually 
one-sided convulsions, the fits often starting with a distinct deviation of 
the head and eyes to one side, and with rigidity and convulsive move¬ 
ments. These tonic and clonic convulsioii^ may recur for hours or days 
together, as a result of external stimulation, or spontaneously. During 
or after the convulsive seizure there is most profuse sweating; and there 
may be involuntary actions of bowels and bladder. The convulsions 
may be so severe as to fracture the limbs or the*’teeth. There is 
frequently pallor at the onset, but this is replaced congestion of the 
face and neck, which may pass into lividity. The pupils may be equal 
but are commonly dilated; there is complete insonsitiveness of the con¬ 
junctiva. 

The fits of this description may leave a patient comatose, or he m.-iy 
i-emain for hours in a very unstable state; so that the slightest external 
stimulus will lead to a fresh outburst of conviilsions. As a rule, the 
hemiplegia which follows such apoplectiform seizures resembles in all details 
that of true apoplexy; thus with right-sided hemiplegia aphasia will 
probably occur. This hemiplegia, however, is of comparatively short 
duration, passing off much more quickly, as a rule, than that following a 
coarser brain-lesion. I have seen an apoplectiform seizure, leaving tem¬ 
porary paralysis, followed by a seizure of the opposite side, associated with 
recovery of power in the side first affected. After a severe apoplectiform 
fit there may be coma, followed by maniacal excitement; which, passing 
off, leaves the patient hemiplegic. In some patients such fits recur for 
many months or even for a few years; but, as a rule, frequent fits mean 
speedy exhaustion and de^ith. 

In all cases of fits the treatment must be purely expectant: bleeding 
or severe purgation is not to be thought of; chloral hydrate, in 20-grain 
doses, administered by enema, has seemed in some cases to shorten the 
fit and reduce the excitability. During the attack the patient should 
have his clothes loosened, and he should be kept from all sensory stimula¬ 
tion as much as possible. Unless very weak, it is well not to trouble 
about feeding by the mouth for a while, for the attempt will probably 
give rise to new convulsions. I do not think any good is t6- be derived 
from sinapisms or the like. In some of my cases amyl nitrite was giveif 
at onset of the fits, but I cannot report any favourable result from it 
Under the head of apoplectic seizures some observers class the paralytic 
seizures, which may come on during general paralys^ in which a limb or 
part of the body may suddenly lose power for a time‘without any 
convulsion^ These cases resemble apoplexies due to brain-softening. 

The paralysis generally increases, and may ^become associated with 
cont^tion of the limbs, even to an extreme degree. The ocontraction 
may have a hemiplegic or a paraplegic distribution. With great amount 
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of disablement muscular strength may be maintained. 4 have met with 
men who could register a very high power on the dynamometer, yet who 
could hardly direct a p«i. 

In some of the cases of general paralysis with ataxic symptoms I 
have met with various changes in the skin. In one case the joints 
were affected by Charcot’s disciise, and symmetrical bullse formed about 
the feet; there was also a marked and persistent fuiis tuiserimi and an 
abnormal growth of hair ontthe legs. I know of no special otlour 
associated with the disease. Hci’pctic eruptions nuiy occur, more 
particularly in the earlier stages of the disease. Carbuncles may play 
an important part in general paralysis; they may usher in the disease 
or they may brii^ it to an end; again, I have seen very prolonged 
remissions follow setious carbuncles. There is nothing characteristic 
alxitit the temperature of general paralysis ; many observations have 
been taken, and these show that in some cases the disease is associated 
with a slight persistent rise in temperature, this rise being highoi-, 
as a rule, at night. During the middle and p:irt of the later stages the 
temperature is often normal or subnormal; and I have known a chronic 
Ijatient have a subnormal temperature for many months. Towards the ciul, 
when there are secondary complications, the temperature varies gi’cjitly 
and may be very important as a wmrning of such secondary disease— 
of pneumonia, for example. Before the onset of convulsions, and during 
and after these, a rapid and marked rise may oeciir. The rise is 
associated with or followed by profuse sweating. 

General Nutrition .—Usually with the early stages of the disease there 
is a tendency to waste; later, to grow fat, although aftcrwaivls the fat is 
reabsorbed and wasting sets in again. There is still a grejit tendency 
to hasmatoma. Brittleness of bones and defective power of rcsi.stancc arc 
common, but at the same time the power of repair of^ injuries is often 
maintained at a high standard. I have no <loubt that in some iulvanccil 
cases marked arterial changes occur; but I cannot find any evidence of 
early or widesprcjid arterio-capillary fibrosis: nor do I find grounds for 
believing that changes similar to those met with in Bright's disease are 
common. Yet I have dfteii found evidence of syphilitic changes in the 
arteries of the brain. There is a liability to subcutaneous hsemorrhage; 
hsematoma and pachymeningitis being among the results. 

Capillary congestions are frequently seen over the malar bones , and 
ii^ some of tte hollow viscera—such as the bladder they may lead to 
hsemorrhage. There is some change in the blood itself; but, notwithstand¬ 
ing the observations of foreign observers, I think nothing characteristic 
ihas been discovered in it. The skin becomes sallow and waxy, erythe¬ 
matous disorders occasionally appear, and if the nursing be inefficient 
bedsores will form. There is a great tendency to profuse sweating after 
fits, and this may lead to sudaminal rashes. “ Tache cerebrale • does not 
seem to me to be of any value as a symptom, at any stage pf the 
disease; it il common to many and various disease.s, and may indee 
be found in the normal state. 
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The jwise VI general paralysia varies greatly: not infrequently in 
the earlier stage it is above the normal in tension and number; it soon 
loses power, often remains rapid, small and compressible, and may 
become very slow, when it points to increasing weakness of the 
heart. The pulse rises, as a rule, with the temperature. There is no 
charactenstic sphygmographic tracing of general paralysis. 

Respiration varies, as a rule, with the pulse. After fits it is common to 
meet with Cheyne-Stokes breathing, whioh may be of short duration 
or may persist; in a few cases respiration becomes very slow. Sleep in 
the first stage of general paralysis is often good, but the patient does 
not appear to need so much as usual; he will sleep profoundly, wake 
early, and begin his restless day betimes. In some eases this will lead 
the patient to the extravagant notion that he has discovered the root of 
all evil to be too long a rest in bed. Sleepiness is, however, no un¬ 
common symptom of the earliest stage ; patients may sleep almost as 
soon as they sit down; they sleep over a meal, and sleep well at night 
also. One teacher has gone so far as to assert that sleeping after meals 
is a cause of general paralysis; it is certainly a common symptom of it. 
In the second stage sleep is generally more normal; but towards the end 
there is restlessness, associated with the bodily discomfort of incontinence 
of urine and, in neglected cases, of bedsores. 

The urine of the general paralytic presents no constant abnormal 
quality; I have met with sugar, and also with albumin, and not infre¬ 
quently I have noted the high specific gravity, with abundance of lithates, 
which corresponds with the rapid tissue-changes of the body. Moreover 
urea and uric acid in excess, or sulphates in excess, are common. Occasion¬ 
ally, after very severe conArulsions, I have met with albumin in the urine. 

Remissions of the symptoms, both mental and physical, may occur in 
most of the periods of the disease. These are most common in the earlier 
stages, and they are more frequently met with in patients who have 
begun with symptoms of maniacal excitement. In part this is due to the 
fact that such patients have accentuated their symptoms by giving way 
to alcoholic and other excesses. The remissions may be complete or 
partial; thus, as I said, both mental and physical symptoms may disappear 
for a time, but it is much more common to meet with cases in which the 
mental symptoms subside while the physical ones are progressing. 

I have met with one patient who, while excited, show^ little or no 
ataxy in his gait, but who, as soon as his mind was more clear, was qui(e 
unable to stand alone; in this case there were several remissions, each 
associated with similar symptoms. I think that the symptoms which arc 
most persistent are those affecting the finer adjustments, such as speech' 
and writing. During the remissions the patients ma^ resume their 
professional work for a time, and may rejoin their families; though, as a 
nlle, the Vetum to old ways leads to rapid recurrence of the symptoms. 
It is rare to meet with patients who have had more than one complete 
remission. Acute stages may be followed by intervals of qtfiescence, and 
these again may be followed by excitement; birt after each period of 
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excitement there is a marked degradation in the patient’s state of mind. 
These cases with recurring attacks resemble in many Whys the general 
paralysis of the double^form. 

Arrests, if not remissions, may occur even when the patient has 
passed into the paretie st^e; and, in one case at least, I have seen the 
disease arrested for many years after the symptoms had gone so far as 
to lead me to think the patient was dying of fits in the last stage. 
Remissions may follow injurj^s or acute diseases, such as pneumonia: 
or they may follow suppuration, or some skin affection. 

Terminafions of general paralysis may be natural or accidental. The 
natural end depends on the progressive disease affecting the whole 
system; thus exhaustion and slow death by heart or lungs may occur; 
or the exhaustion* may depend on inability to assimilate proper food: 
besides the weakness there may be diarrhoea, bedsores, aiul vesical 
catarrh. Implication of the bulb may lead to irregular brotithing, 
and to defect of power in respiration; and this may cause clogging of 
the lungs, pneumonia, and death. Phthisis, or at any rate degenerative 
lung disease, may end the case. Whether the phthisis be more often 
fibroid or not I cannot say. The fits of one kind or another, which may 
come on at any stage, may cause death either directly by their frequency, 
or be associated with some brain lesion or blood lesion, such as haemor¬ 
rhage, which may lead to death. Buch are the terminations which I 
have called natural. 

The accidental terminations of general paralysis may come by fracture 
of ribs leading to pleurisy or pneumonia; and by fractures of other bones 
leading to other complications. Bruising may lead to haematoma, which 
may exhaust the strength, or give rise to blood poisoning or to abscesses. 
Local haemorrhages may follow slight bruises on the surface, or bo shed 
into the membranes of the brain. Exposure to heat or cold may cause 
death. Impactioq, of food in the air-passages, or in the msophagus, or 
the inhalation of fluid during a fit, or as a result of paralysis about the 
throat, may cause immediate or more distant death j sufforation maj 
occur during a fit, if the patient turn on his face. Suicide may bo 
the result of such a delusion as that the patient can fly; or it may be 
the result of mental depression. 


Pathological anatomy.—In considering the morbid appearances of 
the nervou8*8ystem in general paralysis we note at the outset that there 
are none, so far as our present knowledge goes, which ran bo regarded 
as peculiar to this disease. In the very great majority of cases, however, 
which have been regarded clinically as general paralysis, the autopsy 
reveals a complex of morbid conditions which, whilst perhaps srarce y so 
suggestive as* the group of symptoms which go to make up ® ® 
picture, is nevertheless sufficiently characteristic to bear out ke i^ 
founds upon the lattei^ As regards the brain, it may >e a 
certain motbid conditions are found there in a more pronounc 
general paralysis than in any other disease in which this organ is 
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The nahed-eye appearances of the cerebro-spinal axis, and its enveloping 
parts, with which wo are familiar at the autopsy of a case of general 
psu-alysis in which the disease has lasted the q^rdinary period, are as 
follows :—The skull-cap (sawn through at a standard level) is commonly 
heavier than normal. In some 25 per cenl^ of cases hyperostosis is 
noted. The diploe is obliterated or deficient in pbout three-fourths of the 
cases; the sutures are more or less obliterated, or covered with calcareous 
deposit, and exostoses occur. The dura mater exhibits changes in about 
one-half of the cases, is then thickened, congested, and adherent to the 
skull-cap, especially along the sagittal and coronal sutures and over the 
frontal bone. The Pacchionian bodies are unusually prominent, causing 
marked pits in the bone above them. Calcareous dej^iosit occurs in the 
falx cerebri. The inner aspect of the dura shows- rusty discoloration, 
or localised blood-clot, which may be surrounded by membrane; or cystic 
formations may be present (“ arachnoid cyst ”); or membrane of various 
degrees of consistence and extent may be stripped off, especially from 
the most prominent part of the convexity of one or both hemispheres, 
or the temporal fossae. 

The serous fluid in the subdural and subarachnoid spaces and in 
the ventricles is turbid and increased in amount, 4 to 6 ounces escaping. 
The arachnoid, where it bridges over sulci, and over the space between 
the cruia cerebri and optic tracts, is thickened and milky, or opaque and 
swollen, Watery or gelatinous; and the leptomeninges generally are 
thickened, cedematous, hyperaemic, and show milky streaks along the 
course of the main veins; these conditions being most marked over 
the convexity of the j)arietal and frontal lobes. The frontal lobes fre¬ 
quently adhere to each other, the adhesions being easily broken down. 
The pia, on stripping, is found to adhere to the cerebral cortex along the 
summits of the gyri, though for short distances only, and at this stage 
not strongly. Indeed, at the usual date of death therp is frequently no 
adhesion, the leptomeninges stripping, on the contrary, with undue ease. 

Adhesions are commonly present over the frontal and parietal lobes, 
at their convexity; and are especially noted over the central gyri and the 
bases of the frontal gyri. The occipital lobe dees not usually present 
adhesions. After removal of the pia the cortex at the site of adhesion 
presents a worm-eaten appearance. 

Summing up in respect to the meninges—there is evidence of diffuse, 
chronic meningitis in over 80 per cent of the cases. " ^ 

Of the brain there is a general atrophy: the gyri are shrunken, the sulci 
and lateral ventricles are widened, and there is a loss of weight (1250- 
1270 grams would represent the weight commonly found). The organ 
is flaccid ; it collapses when placed upon a table, the hemispheres separating 
twsteriorly, and the posterior extremity of the corpus callo^m becoming 
tom—an indication of softening. Atrophy, though general, is especially 
noted at certain parts, such as the central and p^-ecentral gyri, th^ basal 
ganglia, the pons, and medulla. Softening is also general, with foci of 
special intensity; it occurs irregularly in the gray and white matter, 
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especially in the parietal, central, and temporal gyri, in the island of Reil, 
in the external and internal capsule, and the lenticular nucleus; it is also 
met with in the basal ^nglia. The focal softening is ascribed to blockage 
of minute arteries. There is often considerable atheroma of the main 
arterial trunks, and haemorrhagic foci exist, especially in the centrum 
ovale, the basal ganglia, apd the pons and medulla; these are ascribed to 
degeneration of the walls of the arterioles in conjunction with increase of 
the arterial blood-pressure. Ijrequontly also there arc traces of former 
haemorrhages, in the form of cysts and scars. The cerebellum partici¬ 
pates in the above degenerative changes, but not in a marked degree: 
here softening—general and local—and hypcricmia are the most marked 
naked-eye alterati(^s. 

The cortex cerebri exhibits foci of softening, general hyperaemia, or 
patchy discoloration. It is also atrophied, especially in the fronbd and 
parietal regions. In the white matter similar conditions exist j and the 
perivascular spaces are dilated. The ventricles arc dihited, and the 
ependyma of the fourth ventricle is congested, thickened, softened, some¬ 
times gelatinous, sometimes tough; its surface is granular in varying 
degree. The same conditions of ependyma arc found in a lesser dcgi'ee 
in the other ventricles. 

The cranial nerve-roots show gray degeneration and atrophy; these 
conditions have been noted in the olfactoiy bulbs and tracts, the optic 
tracts, the third, fifth, sixth, and seventh nerves. 

In contradistinction to some of the conditions noted above wo find 
exceptional states, chiefly affecting the coverings of the brain: of such is 
atrophy of the skull-cap, which is therefore lighter than normal; the dura 
mater may appear quite normal—this is less unusual than might at first 
be supposed,—or there may be evidence of pachymeningitis externa, and 
rusty deposits may be present on the outer aspect of the dura ; granula¬ 
tions occasionally pccur on the outer aspect of the arachnoid, and /id- 
hesions between dura and arachnoid. Adhesions between the pia ami 
cortex may be very rare, or unusually situated, or absent; oven though 
the case be not an advanced one. The ependyma may appear normal, or 
at most slightly granulajr; in aliout 20 per cent of the cases naked-eye 
evidence of disease in this structure is but slight. 

Turning to the spinal cord and its investing membranes: there is 
naked-eye evidence of disease in the membranes in about 39 per cent of 
the cases. Adhesions exist between the vertebrae and dura mater; and 
tile cord-tunics are thickened, opaque and hyperaemic, chiefly posteriorly. 
There may be blood-extravasation upon the inner aspect of the dura; but 
deposits, whether haemorrhagic or calcareous, are much rarer upon the 
cord-membranes than upon those of the brain. Occasionally there m'e^ 
adhesions between the dura and the pia. The cord itself is chiefly 
softened, but sometimes indurated. The different columns, ahiefly the 
lateral and posterior, may show gray degeneration; there is evidence in 
some cases T)f disseminate sclerosis. Lesions of the columps, manifest 
to the naked eye, are less commonly observed in general paralysis than 
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in the ordinary degenerations of these parts. In some cases the entire 
cord is diminished in size; or there is diffuse softening. The cord- 
changes, as will be seen when histological conditions are referred to, are 
very various. 

In acute cases, and in those which succumb jin the earlier stages of the 
disorder, the naked-eye appearances, as might be expected, are less indi¬ 
cative of disintegration and degeneration; in place of these are exhibited 
the signs of acute disease ;—the blood-vesjels are everywhere congested, 
whether in the diploe, dura mater, leptomeninges, or brain-substance; 
flakes of lymph occur in the cerebro-spinal fluid, and there may even 
be, at points, pus-formation—purulent meningitis (Kaes). The mem¬ 
branes are tense, and on cutting them the full-voluiified vascular brain 
projects, and its diminished consistence is noted. « Xdhesions between 
the pia and cortex are strong and extensive. Such adhesions are present 
in at least 70 per cent of autopsies of general paralysis. There may be 
recent blood-deposit in the subdural space. 

Histologkal changes.—The Brain .—Seeing that when the disease has 
lasted its customary period, end-products only, of no particular importance, 
are met with in the brain, cases are selected, for the purpose of histological 
examination, in which death had taken place in an earlier stage; preferably 
those in which the duration of the disease has not exceeded one year. 
In such a case we find in the cerebral pia mater that the vessels are 
prominent, with thickened walls and abundance of nuclei. There is 
increase of the cell-nuclei of the sheath of the vessels which pass from pia 
to cortex, with thickening of the sheath. The septa passing from pia to 
cortex are thickened and increased. There is free exudation into the 
meshes of the pia. The trabeculae between arachnoid and pia, as seen in 
a sulcus, are bathed in inflammatory exudate. The various structures of 
the cerebral cortex give indications of disease. Thus the blood-vessels are 
exceedingly numerous, distended with corpuscles, and fortuous; at points 
along their course they exhibit dilatations, at which points the lumen, on 
cross-section, is found occluded by a yellow mass, which takes aniline blue 
stains very deeply. The nuclei of the vessel-wall are greatly increased, 
and extravasated leucocytes arc apparent. The coats of the vessels art 
thickened, and there is proliferation of the endothelial nuclei. Hyaline 
degeneration, or fatty change, of the vessel-wall may be present, fisema 
toidine crystals about the vessels point to extravasated blood. In con 
nection with the increase of nuclei about the vessels and in the neuroglia 
it is to be observed that the shrinkage and disappearance of the tissue: 
may be held to account for some of the apparent increase. Th< 
vascular lymph-spaces, subadventitial and perivascular, show collection! 
of lymph-corpuscles and blockage. The perivascular sheathe become 
•much distorted by the contraction of the vascular prftcesses of thj 
spider-cell% 

The supporting structure (neuroglia) exhibit deep staining in many 
parts of a section; this is especially marked in preparations *by the fresh 
method of &van Lewis. Instead of a ground-substance scarcely stained. 
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there is found a mottled, patchy-blue staining between the nerve-cells, 
a ^anular or fibrillar condition. In other parts the staining is defective. 
With these conditions deeply-stained round bodies, apparently nuclei, arc 
found in abundance; and glia-cells (“spider,” “lymph-connective”) are 
numerous and prominent, jvith large, deeply-stained bodies and numerous 
processes. ^ 

These spider-cells w-e^ especially noteworthy in the outermost layer 
of the cortex, in contiguity Trith the apical processes of the pyramidal 
nerve-cells, where their increase is earliest noted; and also in connection 
with the vascular sheaths. A strong “ vascular ” process pisses from the 
cell to the vessel-wall, ending there in an enlarged extremity, a nucleated 
mass of protopla^; and from the body of the cell other processes 
radiate. Sut these teells form also prominent objects between and around 
the nerve-cells; and it is noteworthy that their processes may be traced 
to the degenerate bodies and processes of the nerve-cells, and are found 
surrounding the latter. These conditions are best shown by the fresh 
method above mentioned. At a later stage the spider-cells are transformed 
into a fibrillar meshwork. 

The nerve-cells and their processes exhibit degeneration: the latter 
are stunted, granular, and blurred in outline; later they are thin, with 
broken or irregular course, disintegrated, or destroyed. The apical process 
suffers early, a point to be noticed in connection with the great devoloj)- 
ment of spider-cells in the outermost layer. The cell-bodies exhibit 
various changes ; their contour is blurred, they stiiin irregularly, and show 
granules or fuscous change (formation of brownish - yellow pigment), 
sclerosis, and occasionally vacuolation. The nucleus is no longer distinct. 
The cell-shape is altered : it is swollen, irregular, loc^illy defective ; later 
it is atrophied, or merely a broken-down residue of pigment. There is, in 
the result, considerable destruction of the cells. In the smaller cells the 
nuclei appear swoUen. The cell-nuclei in many cases show altered sfaiiji- 
ing reactions, the reasons for which are obscure. 

The nerve-fibres of the cortex also show changes; alike in the outer¬ 
most layer (parallel to the surface) and in the intracortical radiations there 
is degeneration (wasting, disappearance) of the fine medullated fibres 
Tuezek). Some observers assert that this is especially the case in the 
■'rental lobes, and in the next place is most frequent in the parietal and 
temporal lobes, and the paracentral gyri. 

Ljubimow has described the degeneration, atrophy, and—in the 
later stages—disappearance of the “association-fibres” of the cortex: 
this degeneration proceeding from 1>eforo backwards over the cortex. 
This nerve-fibre degeneration is regarded as a primary degeneration, 
independent of any inflammatory process. Colloid bodies are seen, 
especially in *the outermost layer, which are ascribed to degeneration of 
the nerve-fibres. 

In summing up tha above histological changes, it may be said that 
they consist in atrophy of the nerve-elements, and hypertrophy' and 
hyperplasia of the connective tissue. 
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Special attention has been drawn of late to the various changes which 
indicate a choking of the lymph-channels of the cortex, whereby lymph- 
8ts«is is induced. These axe—hypersemia (dilatation) of blood-vessels, 
increase of their nuclei, thickening of their walls, and accumulation 
or.ldotoplasmic heaps in the subadventitial and perivascular spaces; the 
overgrowth of spidei^ (secondary glia-) cells, yvith distortion of vessel- 
sheaths produced thereby; adhesions between pia and cortex, causing 
occlusion of parts of the epicerebral space) and of the communications 
therewith of the perivascular lymph-spaces. 

Changes similar in character to those existing in the cortex are found 
in the area immediately beneath the cortex, in the medullary substance, 
the basal ganglia, corpora qiiadrigemina, cerebellum, pjins, and medulla; 
but these are less marked, and have not claimed the'attention which the 
condition of the cortex has naturally received. 

Degenerative changes are present in the nuclei and roots of the cranial 
nerves (the vagi particularly, which helps to explain cardiac and pulmonary 
disorders), with evidence of vascular implication (pronounced hypersemia, 
with thickening of the walls of the vessels). 

The histological changes in the spinal cord and peripheral neixes are 
next to be considered. Changes occur in great variety in the cord, and 
are found in the majority of cases. Out of 146 cases Fiirstncr failed to 
find morbid alteration in 16 only. The tunics show chronic inflammatory 
changes; more especially there is evidence of chronic leptomeningitis; 
the pial septa are involved in this. In the cord itself there may be a 
diffuse degeneration, or irregularly occurring patches of degeneration 
(softening, sclerosis); more commonly the latter, in combination with 
changes in the columns. Degeneration is usually found in combination in 
the posterior and lateral columns, and most notably in the former; but 
sometimes singly, and then most frequently in the posterior columns. 
Furstner finds that one side is regularly more affected than the other. 
The lateral columns are especially affected in the dorso-lumbar region; in 
the posterior columns degeneration is often seen along the whole length 
of the column, with degrees of local intensity. The anterior columns are 
but rarely affected, and never without disease in the posterior and lateral 
columns. The degeneration may be more intense in certain streaks; as 
in the posterior root-zones, or in Goll’s tracts, or in the lateral pyramidal 
tracts. These degenerative changes consist in hypersemia; the vessels 
being engorged, their walls thickened, and the nuclei of*' the latter, 
increased. These vascular changes are especially prominent in the 
posterior columns. The connective tissue is increased, with nuclear pro¬ 
liferation, and enlargement and proliferation of the spider-cells; especially 
along the vessels. The medullated nerve-fibres show loss or swelling 
df myeline, the latter taking up the stain; or the myeline is granular, 
the axis-c}dinder8 being interrupted or distorted. The cornua also 
exhibit changes in varying degree; there is atrophy and degeneration of 
nerve-cells, the latter being granular, swollen, translucent, witE processes 
shortened (atrophied). The spinal nerve-roots (posterior and anterior) are 
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also degenerate; their connective tissue is hypertrophied, from chronii' 
inflammatory change; the nerve-fibres are atrophied. The luml. . 
sacral nerve-roots are believed to show the most marked change^ 

The peripheral nerves show, in varying degree, parenchymatous 
degeneration (degeneration jOf the medullary sheath; swelling and atrophy 
of the axis-cylinder) and^ atrophy j and overgrowth of the connective 
tissue. The degenerative changes are more marked in the nerves of the 
lower than of the upper extrenjities. 

The ganglia of the sympathetic system have been found to exhibit 
changes indicative of degeneration of the nerve-cells and chronic inflamma¬ 
tion of the connective tissue. 

Degenerative changes are also found in the muscles, including the 
heart and diaphragin,(Mott, Campbell). There is fatty degcncnition with 
disappearance of the muscle-fibre and increase of connective tissue. 

Conditions indicative of degeneration have been described (Klippel, 
Mickle, and others) in various viscera, as in the lung, stomach, intestine, 
liver, spleen, kidneys. Concerning the nature and origin of these changes 
(whether primary or secondary to nerve-degeneration) it is not possible at 
present to give precise information. 

Pathogeny.—The disease is one involving the whole nervous system ; 
though the cerebrum, and more particuLarly the cerebral cortex with the 
investing pia arachnoid, is in the vast majority of cases the etwliest seivt 
of disease, and the locality in which its eflects are most pronounced. The 
morbid process is usually first manifest and most active in the frontal and 
parietal areas. In some ctises the encephalon alone shows indications of 
disease. Occasionally, to judge by symptoms, the cord or bulb wouhl 
appear to be attacked first, and the brain later. As regards structures 
outside the nervous system, it may well bo that these are attacked 
independently of this system, and not merely involved secondarily'. 
Thus the fatty changes which occur in various muscles cannot bo 
summarily ascribed to degeneration in the nerves passing to them; on 
the contrary, examination of these nerves in some cases has failed to show 
changes which would account for degeneration in the muscles (Mott). It 
is not possible at present to afiBrm how far the various degenerative states 
of other tissues are secondary and due to nerve-degeneration (imimred 
<* nutrition), or to vaso-motor disturbance, dependent on degeneration of the 
central nerve-tissues, especially the cortex cerebri; or are primary and 
independent, ascribable—^like the muscular degeneration—to the influence 
of a toxin. 

The nature of the pathological process remains obscure. It has long 
„ been, and still is, a subject of debate whether the primary change be 
inflammatory, afiecting the vessels and interstitial tissue—a meningo¬ 
encephalitis, or* a parenchymatous degeneration—the specific tissue, the 
nerve-elements, being primarily attacked. According to the .jirst view 
the degeneration and atrophy which the nerve-cells and fibres exhibit are 
due to pressure from increase in the surrounding connective tissue; 
the second view is that the inflammatory changes manifested by the 
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supporting framowork of the nerve-elements are merely secondary in 
nature, “ the result of decay of the neurons, and the irritation of the ' 
products of their degeneration” (Mott). It Avijl not be possible here 
to discuss these debatable propositions; it may be affirmed, however, 
that the view that the primary change occurs in the specific tissue, the 
nerve-elements, is at the present time receiving an increased measure of 
support. In favour of it is the fact that the frontal lobe—the highest 
level centre—is the part earliest affected, ^there being no apparent reason 
why, were the change primarily inflammatory, the temporal and occipital 
lobes should not be equally attacked ; yet these parts exhibit lesions to a 
comparatively slight extent. Further, Zacher, investigating the brain in 
an early stage (fourth to eighth week) of the disease, found a high degree 
of atrophy of the nerve-fibres of the cortex, with ^ Very slight vascular 
lesion. Others (Oolella, Awtowkratow) have described alterations in the 
processes of the cerebral cells, and in the cells of the nuclei in the bulb, 
where the blood-vessels have been simply dilated. It has to be remarked, 
however, that, whereas vascular and nerve lesions are commonly mixed 
without a clear preponderance of one morbid condition over the other, in 
some cases the former, in others the latter are the more evident; in other 
words, the process would appear to be sometimes mainly inflammatory, 
sometimes mainly degenerative. 

At the present time attention is being directed to the inquiry whether 
certain of the lesions of general paralysis can be referred to the action of 
toxic substances. Mott has suggested that the lesions found in various 
muscles are ascribable to toxic influence; and the latter may also be 
responsible for morbid states of the cortex cerebri which underlie certain 
clinical manifestations, especially the convulsive seizures. Varieties of 
histological lesion and of clinical state would be ascribable to variations 
in the nature and method of operation of the poison, and in vulnerability 
of tissue in individual cases. Such toxin may enter from without, or 
may be elaborated within the system (auto-intoxication). 

These considerations would throw light more especially upon the 
origin of certain complications of the disease. But in the cases of general 
paralysis in which a history of syphilis has bcea clearly made out, it is 
legitimate to suppose the introduction of a toxin which has impaired the 
vitality of the nerve-elements, and which is fundamentally responsible for 
the disease itself, by producing a vulnerability of nerve-tissue which 
allows the various determining factors to become operative.' 

The interference with the lymph flow, which occurs in the course 6f 
the morbid process, and which results from occlusion of the lymph-channels, 
as indicated by the lesions above described, must have a deleterious efiect 
upon the nerve-elements, and hasten their degeneration. The morbid 
development of the spider-cell—one of the conditions instrumental in 
bringing tJjout this occlusion-—is a feature to which much importance has 
been attached by Bevan Lewis, by whom thi^ cell is regai'ded as the 
distal extension of the lymphatic system. According to tb‘s writer, the 
spider-cells in general paralysis, and in other diseased conditions of the 
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nervous systein, act as phagocytes or « scavengers,” multiplying upon and 
removing the degenerate nerve-elements ; they are also distructive of the 
living tiMue. m nepe-elements are replaced by fibrillar connective 
tissue. This replacement is sufficiently shown in sections. It is ordinarily 
held that the nerve-elemei\ts are destroyed by the compressing action of 
the newly formed sclerous tissue. But in the hypothesis to which 
reference has just been made the replacement is regarded as a genuine 
degradation, the sclerous tiss^ie being formed out of the effete material 
afforded by the degenerate nerve-tissue. 

Further research is, however, needed ere a critical opinion can bo 
expressed upon these views. 

Edwin Goodalu 

Dia^osis. It is not always possible to distinguish between general 
paralysis and some other forms of mental disorder; each stage of the 
disorder has its difficulties. No single symptom can bo considered as 
pathognomonic; to establish the existence of the disease wo must prove 
the presence of both bodily and mental symptoms, which on the whole 
are progressive. In forming a judgment it is well to remember that 
there is no form of insanity which may not bo associated with general 
paralysis. In examining male patients of middle age the question of 
general paralysis must always be taken into consideration. General 
}iaralysis is rarely detected in its earliest stages, which stages arc not 
recognised until the disease is fully establish^. Neurasthenia may bo 
the starting-point of general paralysis; therefore in every case of extreme 
nervous weakness it is well to examine the state of the pupils and the 
knee-jerks, and to look for any evidence of the emotional instability and 
change in temper which are common in this disease. If hysteria occur i)i 
middle-aged men it is well to look out for the above signs of degenera- 
ion; and in both neurasthenia and hysteria changes in articulation and 
n wilting must be closely observed. 

Convulsive or paralytic seizures of a transient kind must not be over- 
ooked, as they often precede the more marked signs of general pualysis. 
The occurrence of such fits or palsies for the first time in men without 
ardiac or renal disorder, the rapid passing off of the symptoms, and the 
iresence of some such physical signs as pupillary inequality, or sluggish- 
less with defects of expression, suffice to clear up any doubt between 
jpilepsy and* general paralysis. The perpetration of criminal acts by men 
Previously moral is often found associated with early general paralysis; 
mt in a court of law some marked symptom such as fits, pupillary 
changes, or well-marked change in character of a progressive typo not 
ittributable to alcoholic excess, must be relied upon. If simple depression 
or slight hypochondriasis suggest early general paralysis, physical signs’ 
of degeneration must be looked for; and I think the most, important 
thing is to observe wl^ether there is any inconsistency between the 
mental complaints and the physical states; thus the hypochondriacal 
general paralytic complains, but still gains flesh and appears well. 
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The diagnosis in the acute stage rests chiefly between mania of various 
kinds and the ilianiacal onset of general paralysis. I do not think it is » 
possible to make a distinction between acute delirious mania which may 
end in general paralysis and acute delirious mania which may pass off, or 
may end in death. ... 

In all cases of delirious mania not due to alcohol, in which there is a 
history of syphilis, it is well to be on the loofc!K)ut for general paralysis. 

I think in the latter there will probably be^ found more marked alteration 
in the articulation, and more marked tremor about the muscles of ex¬ 
pression ; but in acute delirium also these may be present to some extent. 
Pupillary inequality may aid diagnosis, but in either case the pupils may 
l)e dilated and rather immobile. In ordinary acute mania there may be 
great difficulty and delay in coming to a definite ^decision; and the 
difficulty is the greater when the mania depends on alcohol. As a rule 
in mania the sleeplessness is better marked, apd there is rather more 
persistence in one line of thought than in the acutely maniacal stage of 
the general paralytic, in whom there is greater mobility and more rapid 
change of ideas. In general jwralysis, again, the exaltation is more 
marked and more variable than is common in manm. In general paralysis 
drugs and alcohol seem to have a greater effect than in maniacal cases. 

If in mania we meet with great variability, intolerance of drugs, pupillary 
inequality, and change in speech and expression, general jjaralysis may be 
suspected. If the earlier symptoms be melancholic there is nothing 
characteristic in these alone. The melancholia may be of any form; but 
if with melancholic symptoms there is “ physical inconsistency,” that is, if 
the patient gain flesh, though still complaining that he is ruined, or is a 
miserable sinner, and if it be found that his pupils are unequal and indo¬ 
lent, and his speech defective, then general paralysis is to be feared. The 
occurrence of convulsive seizures often clears up the diagnosis. In some 
cases when stupor occurs early in general paralysis great doubt may arise; 
in these cases, if the patient gain in flesh without losing the apparent 
melancholy, we should search for inequality of pupils and for tremor about 
the facial muscles; but, again, it is common for the nature of the disease 
to remain unsuspected till convulsive seizures oqpur, or till the patient 
passes into a state of excitement. It is noteworthy that the majority of 
melancholic general paralytics have distinctly hypochondriacal ideas—the 
notion that their bowels are occluded being a common one. 

In progressive dementia there may be great difficulty, for the mental 
symptoms are exactly the same in this and in general paralysis; but, aS 
a rule, the progress is more rapid in the latter than in ordinary dementia: 
the latter, again, is more often associated with age or some definite cause 
of physical weakness, while general paralysis occurs in middle life. If 
•in progressive dementia there are signs of muscular weakness—such as 
tremors aij4 pupillary inequality and defective articulation, general 
paralysis must be suspected. Ihe cases of simple general paralysis 
seen in general hospitals are usually of this type; convulsive seizures 
frequently reveal their true nature. 
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Alcolwlic disorders and general jMiralgsis. —As already pointed ont, the 
symptoms of general paralysis are also the symptoms of alc<?holisiu ; hciieo, 
unless the history vepr clear, it is impossible to form a correct opinion 
at once. In some cases, indeed, intemperance and increased nervous 
instobility are symptoms of ^erieial paralysi.s. The excitement of delirium 
tremens resembles the delirious onset of general piralysis; and it is 
well to remember that delmum occuriing in a mail as the result of com¬ 
paratively slight alcoholic excc^ may depend on tliis kind of degeneration. 
The acute alcoholic patient, as a rule, sleeps worse than the general 
|)iiralytic, and has much more marked visual hallucinatious of the terrify- 
iri" kind. The diagnosis must be made from the history, and the e.xistence 
of some change in the pupils, speech, or writing; hut in s])ite of the most 
careful consideratioh mistfikes will occur, and time alone tan determine 
the nature of the disease. I think that in every acute case of nieutal 
disorder in which there is any suspicion of alcoholic causjitiori time for 
observation must be insisto<l on. Convulsive! seizures may result from 
alcoholic excess, and I do not think anything Init time can eh-cide on the 
cause of these fits. Chronic alcoholism resembles the second stage of 
general paralysis in many ways; but as a rule there is more evident loss 
of recent memory in the alcoholic than in the general paralytic ; and the 
drinker “ makes believe ” more, talking of what he has been doing and 
seeing, when he has in fact never left his room. Ihere is no pupill.ii^ 
change, the reflexes may be normal, and, though the facial expression is 
changed, there are not the tremor and the defective ai'ticillation which aic 
so common in general paralysis. 

Lead-poiso)dng will produce any of the orilinary symptoms of gcneial 
paralysis, and may, indeed, be the cause of the disease; we must inake 
simc, therefore, from the history and the jihysical signs that lead is the 
cause. The blue line on the gums, the tenderness, and the early paresis 
of the extensor muscles of the arms are the chief points of distinction. 1 
have never seen a ca*se in which morphia or any other viigetable alkaloid 
has produced symptoms which could be confused with general paralysi.s; 
but I have seen several ehronic takers of chloral, with loss of mental ami 
muscular power, who weije not easily distinguishcil .it first 1 om genera 
paralytics. In these, as in drunkards, removal of the drug and careful 
• observation are our only safeguards. InHiienza has in m.uiy c.ises set up 
degenerative changes which turned out to be genera {siiii ysis ,1 is 
therefore not so bo forgotten that general pvralysis may follow rapidly on 

The convulsions of ki/lney disease m.ay be mistaken for general paralysis ; 
and, in some cases of alcoholic kidney disease, dementia miy have been 
slowly coming on before the fits, and difficulty may t lus ansc, 111 , as 
have said, albunrinuria is very rarely met with m general F^raly^s 

Syphilis and General ^Mralysis—As I have already s,aid, sypjiilis is .1 
commfn cause of general affinities between some cases 

of brain syphilis and general iiaralysis are very well 
point is this, that in syphilitic brain disease apait from gc ^ ^ 
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we expect to do good by specific treatment, whereas in general paralysis 
this treatment ^ails; the nocturnal headache and oculo-motor palsies arc • 
very common in brain syphilis, and very rare in general paralysis. In 
cases of progressive mental decay, in which there has been syphilis with 
symptoms pointing to coarse intracranial lesion, the implication of any 
cranial nerve is against general paralysis; though it must be remembered 
that in general paralysis such a nerve implication may occur, especially 
in the prodromal stages. That a widespread syphilitic cerebral arteritis 
is often mistaken for general paralysis of the insane has been pointed out 
by various observers. Locoihotor ataxy may be due directly to syphilis 
or be a part of the general paralysis. 

I do not think it necessary to describe the so«called pmdo-general 
paralysis. Suffice it to say that in many cases of syphilis there are brain 
symptoms which prove not to be progressive, and which are not part of a 
steady process of decay. 

Tumours of the brain, whether cancerous, syphilitic, or gliomatous, may 
lead to difficulties in diagnosw A history of cancerous growth elsewhere 
might assist the diagnosis; but the presence of local headache, of vomiting, 
of optic neuritis are more important distinctions. The better-marked 
effects left after convulsions due to brain tumour are likewise important. 
The mental state of the patient with brain tumour is, as a rule, one of 
apathy rather than of excitement or disorder. 

Tumours about the pons or cerebellum are also at times difficult to 
distinguish from general paralysis; but, as a rule, the staggering gait is 
greater than with general paralysis of the same duration ; moreover optic 
neuritis is pretty sure to be present, with vomiting and general affection 
of certain groups of neck muscles. 

Disseminated sclerosis vciayAn some cases lead to confusion; when this 
disease was first demonstrated in Lngland, by Dr. Moxon, I saw many 
cases of general paralysis, in general hospitals, which were regarded as 
insular sclerosis. Insular sclerosis usually occurs in young persons, and 
its progress is slower; there is a difference in the speech which is moic 
sUccato, the movements are rather jerky than tremulous, at least for a 
time; there is often nystagmus, which is veryj:are in general paralysis, 
and muscles are often picked out in various groups; the special degradation 
does not follow the lines of latest and most special development. < 

Paralysis agitans may be associated with mental weakness, but, generally 
speaking, the character of the movement is quite unlike that met with in 
general paralysis; the age of the patient also aids the diagnosis. 

Sunstroke may give rise to nearly all the symptoms of general paralysis; 
and a history of sunstroke occurring in a tropical climate and apart 
from alcoholic excess must make one hesitate in giving a final judgment 

on a case. * , » i 

Epiletpsy is. hard to distinguish from general paralysis. If the fits alone 
are considered, there is nothing distinctive about them; they may aflect 
the same centres in the same tvay: but whereas epileptic fiis usually pass 
in a short time leaving no paralysis, in general paralysis the parts affected 
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are almost always paralysed or enfeebled for some hours or eA’oii for 
days after a fit. The epileptic fit, if the first, does not dften leave much 
mental deterioration,^ \yhile in general paralysis a fit often leaves the 
{jiitient docile and quiet, however excited and grandiose ho was before it. 
In some cases slight attack^^ as of petit mal, occur in general piiralysis ; and 
in such cases the difficultj^is the greater bcc/iusc there is but little mental 
ch<ange after or with them; in such cases yon mnst «lcpciul on the 
pupillary or other general symptoms of general paralysis. 

^Ipopleelie Jitx occur in general paralysis, and, as with epilepsy/ they 
cannot at first be distinguished from true ajwploxy ; as a rule, however, 
they pass off in the comsc of ,a day or tno—thus proving that, though 
implicating onc-half of the br.aiii and body, the lesion was rather function.al 
than organic. Thd frequency of tits of this kind may also indicate their 
nature. I have known a patient have a dozen severe apoplectic fits, yet 
recover a fair amount of mcntol and physical ]K>wer. In some ca.scs 
apojdexy proper may appear to be the starting-point of the general 
paralysis. 

Probably the greatest difticnlty arises in the cases of men who have 
many of the symptoms, both bodily and mental, of general ]>ar;dysi.s, but 
who prove later to be suflering from mental and moral ])erversion, an<l not 
from progressive disease. I can best make this clear by describing a case. 


A middle-aged man of very mmrotic familj', married, willi no family, with 
no history of syphilis, who had led a moral, resjiectahle life, hut who had sulfereil 
from various gouty symptoms, had a severe hodily dliiess from which he slowly 
recovered. After this he was a changed man, his conversation was no longer 
refined, he spoke openly of sexual matters, and made i'ib.ald jests heforc his wife 
and family. lie then got entangled with a notoriously jirotligate woman, ami 
was seen with her openly. He even proposed to intrialnce her to his wife and 
friends. He could not sec the inqiropriety of his conduct, hut suggested that his 
wife should follow similar ways, lie retained his alVectioii for wife ami family, 
although still leading this most immoral life. 

This state of things went on for many years, the man saying that now 
at last he had learnt how to enjoy life. In such a ease I have seen jmjiillarv 
inequality, unilateral sweating and some hesitation in sjieech ; Imt no defeet 
in gait or expression, no loss of nieniory, and no progressive decay. 


I can only repeat that although such cases are almost ahvays con¬ 
sidered to be •general paralysis, yet the piiticnts may go on unchanged for 
nTany years. I have heard them describeil as cases of satyriasis. 

Vriminaliiy or General jmrahjsix. —First, as an early symjitom of the 
disease, the patient may lose control and be guilty of impulsive criminal 
nets; in a moment he may commit a murder or cause grievous bodily 
harm j he may*destroy property or do other acts tvhich arc simply cine to 
bis defective power of control; like many persons who hav'c suffered from 
injury to the head, he piay be more eevsily aflected by alcoholic and 
similar stimulants. 

Suicide may result from similar want of control. 
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Wrongful desire of one kind and another may arise, to be gratified 
without regartl ®to social law; thus the patient may steal, though in Ay 
experience the general paralytic who commits th^ft does so from a con¬ 
viction of his great wealth, and his light to all he may desire. 

To complete this part of my subject I will now repeat one or two 
points ah’eady referred to. 

Male hysteria may simulate general paralysis, yet general paralysis 
may begin as hysteria. Exaltation of ideas may occur in mania, especially 
if due to alcoholic exaltation; it may be the natural result of defective 
control in youth—an overgrowth of conceit, or it may result from delusions 
^vith an apprehension of being noticed or watched; it may be a steady 
growth of the inaagination, the “ may be ” becoming* a reality; but in 
general paralysis, as a rule, the exaltation is general alid of a benevolent 
character. 

It is difficult to tell whether a patient be suffering from nuinia of the 
double form, or from general juiralysis of the double form; and time 
alone can settle the rpxestion. 

Paraplegia in its various forms may be associated with general 
paralysis, and s(it in before, during, or after the mental symptoms; there¬ 
fore in every such case the mental as well as the bodily weakness must be 
studied. 

Sexual faults or crimes arc commonly met with; these acts may 
arise from exaggerated or inflamed desire, or from loss of control. 
Indecent exposui’e may arise from unnatural desire or from simple 
forgetfulness. Pape and assault on children, indecent and criminal 
assaults, are apt to occur likewise. In the earlier st<ages of the disease 
there is almost always great increase of sexual desire, and some increase of 
sexual power may be present; and this may last for a considerable time. 

The period when criminal acts are most likely to be done is before 
the full development of the more marked symptoms, or in the first period 
of their manifestation ; hence it is of great importance that careful examina¬ 
tion should be made for physical signs of degeneration in suspected 
individuals. 

As far as mental ca/utcity is concerned, it is cf^rtain that some general 
paralytics become unfit to dispose of their property long before they can be 
certified as insane; for in the earlier stages of the disease grcJit alteration 
of temperament and disposition takes place as well as a tendency to act 
without duo judgment; and later the memory may be defective also. 
Thus, as the result of progi'cssive brain disease, a patient may be alienated 
from his relations, attracted by some designing person, prolrably a woman, 
and, as the result of these perverted feelings, may make an unjust will. 
On the other hand, a general paralytic can make a perfectly retisonablc 
' will, even in the late stages of the disease, provided the symptoms chieflj' 
affect the^muscular side of him. It was oven allowed in the case of 
Crabtree, tried in 1894 , that a general parajytic during a period of 
remission may make a valid will, though he had been pre«riousIy in a 
state of appiirent dementia, and Aid had fits. 
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A general paralytic, indeed, may lie guilty of crimes of •various kinds as 
a result of his disease, but may bo held cajiablo, nevertheless, of making 
a will even at an ad\<inced stiige of the disease (sec Brown /•. iVnn, 
Nov. 1895 ). 

Prognosis. — This is Kfther coTicerned with the pi'olwible course and 
duration of the case than with the result; I can claim very few recoveries 
from undoubted general paralysis. As I have said, sometimes cai'ly 
threatenings of the disease, <>fcurriug in likely subjects, may }iass off. 
In some cases remissions may be so comj)le,tc for many years that 
recovery is alleged; but the end of nearly all these eases proves that the 
respite was but arrest or remission. 1 will not .say that no case of 
general paralysis fivev gtuIs in recovery, but it is vciy rare. The 
more acute the onsSt, the greater the pros])ect of remission; and the 
stronger the neurotic heredity, the greater, I believe, is the jnospect of 
remission, and of the disease running an irregular eouise. It is veiy 
rare for more than one complete remission to occur in any ease, sa\e in 
those of the double form. In a few cases the quiet demented stage 
may last for ycsirs. General imralytics live longer in asylums than in 
their homes ; they live longer in small asylums than in larger ones, and 
they live longer in the country than in towns. It is not ])ossible to .say 
whether a particular case will run a short coni'se or a long one : yet 
as a rule the higher the temperaritre the gi eater the danger of rajnd 
decline. The presence of fits generally hastens the progress; but in 
rare Cfises fits seem to arrest the tlisease for a time, or even to lead to 
remissions. Though a patient may have been (|uiet an<l placid in the. 
earlier sbiges it is not certain that he will not ha\’e a maniacal o\itbre:ik 
later. The cases of general ptralysis of the double form, or of the circular 
form, generally last longer than others, their dui-ation being e.vtended 
by the restful periods and prolonged remissions. A clear history of 
syphilitic infection»within fiv(! years will give more prospect of iimeliora- 
tion; but, however distinct the history of syi)hilis, if of many yeai s’ 
standing I do not think it really affects the 2>rognosis; that is to say, if 
the diagnosis of general piiralysis be confiilent. 

Treatment may be ftivided into general and s])ecial. The fii'st e()n- 
sideration is whether the patient can be i)ro))eriy treated at his f)wn 
home, or at any rate out of an asylum. Seeing that these cases arc 
almost hopeless, it is well in all cases to decide at once in favour <)f 
r^>moval from home to definite asylum care, exee^it in those of siniide 
progressive dementia without excitement, very <listinct de[)rcssion, nr 
marked delusion. The treatment of a very wealthy general [)ar.'ilytic 
• may be undertaken in a private house with Large; gi-ounds away from a 
city; but even then, in my belief, it is neither the best nor the kindest 
treatment. Whether away from home or not, the jiiitient’s nearest 
relations, more particularly his wife, shouhl not live with him. The less 
•'motion there is in the Itte of the general paralytic the longer Avill his 
life last. Indulgence of the sexual pas.sion is injurious, and the prosfKJCt 
of children begotten by such .a father is gloomy. The wife in such cases. 
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if installed as ivirso, will probably break down in health j and I frequently 
sec neurasthenia as the result of wifely devotion to general iiaralytic 
husbaiuls. Sea voyages, though so often recommended,—only it seems to 
me in order to shirk the alternative of an asylum,—are rarely, I think, ot 
any service. ' 

The golden laile of treatment is complete rest. The simplest 
country life, with as much sleep as the patient can take, is to be desired; 
only moderate exercise must be allowed, and of course riding and cycling 
have to be given up. During periofls of remission it is difficult to 
prevent the return of the patient to his own home; but this return is 
almost always followed by relapse. It is better to send the patient away 
for the interval; possibly for a short sea voyage, or qlse to the house of 
some medical man living in the inland country. TRc diet of the genei-al 
paralytic must vary with the stage of the disease; in all I think alcohol 
is to be avoided. The simpler the food the better j fish, fruit, and plain 
food is better than much meat and fancy dishes. If any stimulant be 
found necessary it should be as weak spirit and water or light wine. 
Tobacco may be of sei-vico in the earlier stages of restless excitement; 
but there is a danger that the patient may smoke too much. 

The general paralytic must be warmly clad, and his clothes carefully 
looked after, as he is very careless of himself. 

I do not think that electricity in any form is of service. Specific 
medical treatment has made but little progress as yet. If antisyphilitic 
treatment has not been fully tried, I recommend, if the patient be quiet 
enough, the course of treatment at Aix-la-Chapelle. U this has already 
been tried, we know of no specific. In some cases countei'-irritation along 
the spinal column has been tried, and said to be of use. Iodine liniment 
to sculp and spine has been recommended. Surgical treatment has been 
tried with the idea of relieving pressure, but the results of trephining 
have not been encouraging. I trust that sooner or later some anti¬ 
toxin will be found which will aid in defeating this malign disease. 
Calabar beau was used for some time, but I cannot report favourably on 
its action; nux vomica is useful, with or without quinine and hydro- 
bromic acid; I cannot say that setons in the deck have produced any 
good effect. In ordering drugs for general paralytics we have to remember 
that they are very readily affected by strong remedies; I have known 
minute doses of alkaloids produce in them very alarming symptoms. 
If there is much sleeplessness I prefer paraldehyde in drachm doses tiP 
any other drug; I do not like morphia or hyoscino; trional or sulphonal 
generally fails to produce sleep. If the patient is in fits we may use 
chloroform or nitrite of amyl; and nitro-glycerine, too, has been found of 
service. If the sUdm epilepticus continue to an alarming extent, I advise an 
enema containing 20 grains of chloral with 20 grains of a bromide. It is 
necessary ‘in these cases to consider details very carefully; thus it may be 
necessary to empty the bladder and perhaps to wash it out. Soreness of 
the skin may be prevented by great attention to keeping it &ry, and also 
by the application, night and morning, of hot water and dry Castile soap. 
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£ haematoma occurs it is best treated by immediate ami vigorous 
ilistcring; this failing, it may be necessary to slit the iwrt open and 
„„„ve the dot 
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INFANTILE CEIiEBKAL DEGENERATION 

Syn. :—Arrested Cerehral Development—Amaurotic Family Idiocy. 

A Family Form of Idiocy. Agenesis Corficalis. 

Definition. — A rare and fatal disease of infancy characterised by 
progressive mental and physical cnfeeblemeiit, associated with symmetrical 
changes at the macula lutea which are xiathognomonic. 

History.—Attention was first cidlcd to this disease by Mr. Waren Tay 
in 1881 ; and since then twenty-eight cases have been published, includ¬ 
ing Mr. Tay’s patients. Ophthalmologists have contributed most of the 
cases on record, as the peculiar and characteristic ocular chafnges form a 
prominent part of the clinical picture of the disease. B. Sachs of New 
York, Peterson, Ilirsch, and one of us (Kingdon) in this country have alone 
been successful in obtaining autopsies; the latter observer being particularly 
fortunate in that he has been able to supplement his clinical observations 
'by autopsies and subsequent microscopical examination di the nervous 
system in tjircc members of a family of seven, five of whom were affected. 

Causes.—A curious circumstance, which apppars to be of etiological 
significance, is that, of the published cases in which the nationality is 
stated, the patients have all been Hebrews. In addition to this racial 
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peciiliaiity, theie 18 distinct evidence that the condition belongs to the 
category of family diseases; more than one child in ?he same familv 
is, as a rtile, attacked, though others may remain perfectly healthy. ()f 
the twenty-eight cases recorded, ten were in boys, and fourteen in girls; 
in four cases no mention is made of the sex. 

Syphilis and other hcyedibiry diatheses a]>)>car to play no part in its 
production; nor is there any evidence that consanguinity of marriage has 
•*'^y gtcat influence in this •jonnection, though it has been a possible 
f.actoi in some cases. One or other parent has been neurotic in some 
instances, and injury dining pregnancy has been noted, but this has been 
exceptional. No proximate cause after birth has vet been tliscovered, 
with the cxccptiorf of a doubtful injury in a few cases. 

Symptoms. Chfldren who afterwards show e\ idenecs i>f this disease 
are born at full term, are then, as far as can be judged, jierfectly normal, 
and so remain until the end of the third (as a rule), or it may be as lati' 
as the sixth month; up to which time development progresses naturally. 
The first symptom to attract attention is an inability to sit uj) jiropeiiy, 
and to keep the head from falling backwards; in addition to these 
evidences of weakness of the muscles of the iu“ck and back, there is 
often a suspicion that vision is imjiaircd ; but u.sually no definite ophthal¬ 
moscopic changes can be made out so early. 

As the disease progresses the child becomes ajxithctic, takes little, 
notice of what is going on around it, and wears the vacant exjiression of 
mental enfceblement. It becomes Ic.ss and less able, to sit up, and «piite, 
unable to hold up its head, which consoipiently falls backwanls. It lies 
in bed as it is placed, and has no power of nioxing from one position to 
another. Objects placctl in its hands are grasped feebly and soon 
dropped. The muscles become soft and flabby, but in the only instances 
in which they have been tested electrically in the early sUige of the 
disease they responded to both the interrupted and constant currents. 
Soon thci’o is evidence that the ]>yrami<]al system is implicated ; slight 
extensor or flexor spasm appears in the limbs, and the tendon jerks 
become too active. 

Later in the couriJe of the illness the cnfeeble<l muscles begin tt) 
waste ; all the muscles of the boily sharing in the atrophy, which eventually 
becomes extreme. To this muscular wastitig, which is general ami is 
confined to groups of muscles, there is mhled an increasing degi’ce of 
spasmodic rJ^dity which causes ndraction of the heml, and distortion 
of the different segments of the limbs,—rc.sulting, for instonce, in inward 
rotation of the arm, pronatioTi of tin; foi carm, flexion of the thigh on the 
abdomen Avith marked abduction of the limbs, over-extension with partial 
luxation at the knee, extension of the foot, and so on. As the contracture 
incretises the c*hild evidently suffers much pain, which is increased by thc^ 
spasmodic jei’king of the limbs which occur from time to time. Death 
may result, however, before spasmodic contracture has taken place; 
or rigidity “may have been occjisional, no spasm being pcimanently 
present. 
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Convulsions are so rare that they form no pai’t of the usual cliniciil 
picture of the arf'ection, but have been observed as terminal manifestotioiis 
of the illness. Cutaneous sensibility and the superficial reflexes are pre¬ 
served, and the former has occasionally been found increased, so that 
the child starts at the slightest touch. The special senses, with the 
exception of vision and hearing, remain unimpaired throughout tlu; 
illness. Sight fails gradually until total amaurosis results from optic 
atrophy, which has all the characters oi being primary, and in the 
majority of cases is undoubtedly so; though Mr. Waren Tay has 
observed slight neuritis in the early stage of the optic nerve affection. 
In addition to this, ophthalmoscopic examination reveals a peculiar and 
distinctive appearance in the region of each yellow^ spot. At first a 
susj)icioU8-looking haze is seen in the macular region', but subsequently a 
whitish gray oval patch is seen, almost twice the size of the optic disc, with 
softened edges, and with its long axis lying horizontally, very slightly 
raised above the general surface of the retina. The fovea centralis is seen 
as a dark cherry-red spot in the centre of this patch. Once established, 
these appearances remain unaltered throughout the whole course of the 
affection, and were present in Koller’s pitient, aged four years. 

There is no evidence that either the cranial nerves—othei" than the; 
second pair—or their nuclei are affected, speaking generally. The pupils 
are equal, and, as optic atrophy becomes advanced, they are dilated and 
inaetive to light. 

Strabismus has been noted exceptionally, as has nystagmus also; but 
both phenomena must be rare : towards the final stages of the illness, how¬ 
ever, slow rhythmical movements of the eyes from side to side may occur. 
The only other points calling for comment, as far as the cranial nerves 
are concerned, are that hearing sometimes appears to be abnormally aciitts, 
a phenomenon too frequently observed to be merely accidental; and thenr 
may be difficulty in swallowing for some time prior to the fatal termination 
of the case. 

Ajjart from any accidental complications, the thoracic and alxiominal 
viscera are, as a rule, normal ; the appetite good, the bowels regular, the 
urine natural, and the pulse, respirations and temperature normal. In 
Sachs’ first case, however, the gastric mucosa early refused to perform its 
functions properly; and some elevation of temperature has been noted in 
the terminal stages of a few cases. 

The disease has ended fatally in most of the recorded ‘bases, and ip 
those in which this result had not been reached, the condition of the 
jjatients at the time of publication made it evident that there was not 
likely to be any departure from the general rule; the only known 
exceptions being Koller’s case of a girl aged four years, and a child aged 
four and a half years cited by Peterson. The duration of life varies from 
one and a kalf to two and a half years, is usually less than two years, and 
may (quite exceptionally) bo prolonged beyondtthis, as in the two case.s 
already referred to. The final stage of the affection somotimys resembles 
the same stage in cases of general paralysis of the insane. Death may 
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occur before much emaciation, or evidence of spasmodic rigidity <*f the 
limbs. But usually the child becomes pale and shrunken* more and more 
lethargic and exhausted until marasmus becomes extreme, consciousness 
is lost, and death closes the scene. In exceptional cases, instead of this 
more usiml form of death from marasmus and gradual exhaustion, the 
termination may bo uncj^jcctedly sudden. 

Morbid anatomy.—The cerebral and spinal nnminges usually present 
no abnormal appearances; tjiough in Siichs’ first case a few slight 
adhesions of the former were noted. The convolutions and sulci of the 
brain are normally arranged ; but in the ease just i'eferre<l to there was some 
abnormal fissuration which was regarded as iiulicative of a brain of low 
development, an {tbnormality present in I’ctci-son’s case also. 'Ihe sulci 
arc wide in some ca^js, pointing to a certain amount of atrcjphy of the con¬ 
volutions ; but this atrophj' vaiies in different cases. The ventricles are 
normal, and there is no excess of ccrebro-spinal tiuid in them ; though there 
is some compensatory mdema of the meninges. The (‘ssenti.-il ch.-inge 
met with on microscopical examination is degemeration of the neurons of 
the cerebral cortex, more e.specially those of the central convolutions. 
The pyramidal cells are seen in all stages of degeneiation. Nissl’s 
method of staining reveals ^'arious degrees of :dteration in the size and 
shape of the cells; .some are so distended as to become balloon-shaped, 
others preserve some traces of their original sh.-ipe, while in some the 
changes are sufficiently advanced to lead to disintegration ami vacnolation 
of the cell. The stdchochrome gi'anules dis.-ippear from the cells, and 
while, in some imstanccs, line chromatic granules ai-(! seen sc.attered through 
them, in others they are entirely without chromato])hile substance, 
riiagocytes in the vicinity of the degenerating cells, and around the 
vessels, contain in their interior ,a large amount of the chromatophilc 
substance which they have derived from the nerve-cells. 

The Gk>lgi-Caj;tl metho<l of preiianng i)ortions of the cortex fen- e.\ 
aminatiou also reveals clearly that dcgenci"atu)n <jf the neurons is in 
progress ; in some cases the colls ;ire variously altered beyond recognition, 
and all stages of degeneration are seen in the axons and <lendrons. In 
most cases these processes are broken off from the colls, while, if still 
continuous with them, the characteristic beaded appearance of degenera¬ 
tion is seen along the course of the axis-cylinder. Itvidenccs of similar 
changes are met with in other parts of the cortex, but they are not 
jiearly so marked as in the region of the central convolutions. 

By the Marchi method of prepjiration intense degeneration of the 
neurons may be traced through the corona radiata and internal capsule 
to the pyramids; this, and other methods of staining, reveal pr()iiounced 
degeneration of the direct and crossed pyramidal tracts in the spinal cord 
on both sides.* The perivasciiLar lymphatics of the vessels in the corona 
radiata are full of fatty debris stained black by the osmic acid*in Marchi s 
tiuid. There is no CA’ideiit change in the neuroglia; no sclerosis, no altera¬ 
tion in theValls of the blood-vessels, and no infiltration of the tissues in 
the neighbourhood of vessels. Degeneration of the cells of the l)asal 
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ganglia, nuclei of cranial nerv'cs, olivary bodies, and the anterior and 
posterior horns of the spinal cord have been found by Hirsch; the cells 
of the cerebellum alone showing but little ehang#!. Some degeneration 
has been found in the lemniscus on both sides, the descending roots of 
the fifth nerve and superior cerebellar peduncles. No chfingos have been 
found in the peripheral nerves. 

The ocular changes eonsist in atrophy of the optic nerves, without 
any evidence of antecedent inflammatory .mischief. Holden has found 
degenor.ation of the ganglion colls of the retina, otherwise nothing had 
been found to account for the changes seen in the macular region other 
thati a thickening of the retina at this part, a change due to a spacing 
out of the outer molecular layer, as if by oedema (Treapher Collins). 

Pathology.—While it is possible that the disease may be congoiiitid 
in origin, neither in the clinical history nor in the morbid appearances 
met with after death have we any evidence of this. Nor do we find 
evidence that the aft'ection is one of arrested development, as has been 
advocated by Sachs; for, while it is true that the changes met with lead 
to arrest of development and ultimate dissolution, it cannot be said that 
these changes in the central nervous system are themselves simply the 
result of arrest of development. On the contrary there is every reason 
to regard the changes as the result of a progressive degeneration of the 
neurons, such as might well result from the action of some toxin. The 
altered shapes of cells, regarded by Sachs as evidence of congenibd nial- 
devclopmont, appear, as now investigated by more modern methods, 
rather to bo the results of degeneriition in normally developed structures; 
in none of the cases that we have examined has there been abnormal 
fissuration or other evidence of low cerebral development. 

The advanced stivte of degeneration of the pyramidal tracts suggests 
the possibility that the changes in them precede those which are met with 
in the cerebral cortex; or that the changes in the cortex begin at a stoge 
prior to the myelination of the pyramidal fibres. That the latter cannot 
be altogether the case is proved by the presence of many normally mye¬ 
linated fibres in the pyramids, and of others in a state of recent degenera¬ 
tion with disintegration of their myelin sheaths. ‘'Again, that the former 
possibility is improbable is made evident by the fact that there is nothing 
in the clinicfil history of these cases to suggest that sclerosis of the 
pyramidal tnicts precedes the affection of the cerebral cortex. There is 
no I'eason, therefore, why we should regard the morbid process otherwise 
than as one affecting the whole motor neuron from its beginning in the 
cerebral cortex to its end in the spinal cord; and, as the nutrition 
of the neuron depends upon the integrity of that part of it known as the 
cell, it is possible that the destmetive process begins in the^cell, and that 
the axon and dendrons suffer secondarily. On the other hand, the baneful 
influence may primarily attack the axon and dendrons; or all parts of the 
neuron may be affected simultaneously. Whethcc these changes depend 
on a deficiency or alteration in quality of some internal secreVion, on the 
presence of some toxin, or on some other cause, remains for future 
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i-esearch to dotcrmine. There is nothing in the histological changes 
to suggest an inflammatory process, syphilitic or other. • 

No satisfactory cxjflanation of the relationship bctn’cen the changes 
at the macula lutea and those met with in the central nervous system can 
he oflbred, unless it he that the ganglion cells of the retina are similarly 
aflected to those of the cortex cerehri, and that they are, thus affected has 
heen shown by Holden. "The occun-ence of optic atrophy, on the othei- 
hand, is eommonly met with in degenerative conditions of the central nervous 
system, though the mechanism of its production is not eas\' to explain. 

Diagnosis.—When the changes in the region of the macula Inte.i are 
fully displayed they are so characteristic that any uncertainty as to the 
nature of the caseicjui no longer exist. We know of no other condition 
in which progressife^ieubd and physical enfeehlemenl are associated with 
these peculiar and pathognomonic changes. Even before the ai>pearance 
of the macular changes the diagnosis is not dillieult, though tin*, alfection 
may be then confounded with other infantile cerebral jMdsies. If a 
trustwoi'thy history can l»e obtained, the ju-c-iiatal and natal atfections 
iire readily distinguished from this disease-; the earliest evidences of which 
become manifest at the third month. It may be confounded with in¬ 
herited syijhilis ; and the history of syphilis in a parent, ami e\idence.s of 
this disease, ocular or other, in the child must be sought for in attempting to 
ari-ivo at a diagnosis. Ordinary congenital idiocy is distinguislu-d by the 
absence of ocular symptoms ;in<l fiindal changes, and such patients li\e foi- 
many years. 

As regards its distinction from other j)ost-natal cerebral iwdsies, and 
especially the family forms of these, reliance must be placed on the, absence 
of convulsions; on the e.xceedingly gradual and gener.-il invasions of the 
paresis, which does not assume the form of a hcniiplegia or a [Kiraplegia ; 
and, above all, on the presence of blindness, with the characteristic 
fundal changes. The possibility of confounding this disease, with acnt<! 
anterior poliomyelitis is too remote to deserve much attention ; but slujidd 
the question arise before the development of the changes in the eve 
grounds, the absence of altered electrical reaction of the muscles would 
exclude the spinal attection. 

Prognosis.—With the exception of one case, recorded by Roller, in 
which the retinal changes wci-e detected in an idiot aged four yeai-s, and 
the case referred to by Peterson, all the cases have ended fatfilly, and 
this usually within two years. Possibly as the ctnidition becomes more 
fl’idely recognised it may be found that more f>f the inmate.s <jf idiot 
asylums have been aflected by this condition in infancy, ami have escajwd 
what appears to be the usiuil fate; but in the present state of <mr knon- 
ledge none but a gloomy prognosis is warranted. In the vast majority of 
cases as soon»as the diagnosis is certain the prognosis is erpially so.* 
Moreover, the occurrence of a case of the kind in a family^ rcndeis it 
highly probable that any children born subser|uently may become .similarly 
aflected; fortunately this is not invariably the case. 

Treatment. —No reme<ly apiwars to have any influence on the course 
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of the disease, which is steadily progressive in spite of all the measures 
that have been'tried for its relief. Mercury and iodide of potassium 
have both failed to influence its course; whetl^r arsenic and similur 
remedies may prove more successful remains to be seen. If future 
researches should reveal any defect in connection with any of the ductless 
glands in these cases, the administration, in some form, of the particular 
gland affected might prove of service. So far Ihe only measures of this 
kind that have been tried are the administration of pituitary gland and 
of cerebrine by one of us (Kingdon); both, 'however, with negative results. 
The same observer has made unsuccessful attempts to prevent the 
occurrence of the affection by administering iodide of potassium to the 
mother while pregnant. This was tried in two pregtancies; one child 
escaped, the other was attacked by the disease. iVo suggest that, in 
families where any case of this kind has been known to occur, the children 
should be weaned from the time of birth ; on the chance that the mother 
herself, however healthy in appearance, may nevertheless communicate in 
her some deleterious product, chemical or other, which is capable of 
generating the disease in the suckling. 

The most careful nursing, feeding and hygiene of such children are 
of course essential. 

. J. S. Risien Eussei.u 
E. C. KlN(iI)ON. 
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THE CERIfBRAL PALSIES OF CHILDREX 

The cerebral palsies of children arc dii'idcd into two great classes—those 
in which there is evidcncJfc of the presence of jiainlysis when the child is 
Ixirn, and those in which, after a period, more or less prolonged, of 
apparently normal health and'nnimpaircd activity, some form of piralvsis 
appears. In the latter class the paralysis is, as a rule, hemijilegic in 
form; in the former both sides nsnall)’ sntt'er; sometimes the legs onlv 
are affected, at any rate in a marked degree*; sometimes both arms anil 
both legs suffer ;*ayd in other cases one side only appears to be weak. 
Cases in which paralysis is present at birth are further sulxlivided into 
those in whieh the jiaralysis is the result of some difhetilty or abnormality 
in the labour, and those in which it results from some condition arising 
during intra-uterine life; either jirimary disease or maldevelopmcnt in the 
foetus itself, or some morbid condition secondary to disease in the mother, 
or to injuries which she may have sustained during her pi-cgn.ancy. By 
far the largest number are the result of abnormalities in the labour, the 
abnormality consisting usually in the length and difficulty of the labour, 
due to deformity in the mother or to malposition of the child. Never¬ 
theless an unusually ipiick or precipitate labour niiiy likewise give rise 
to birth palsy. 

Birth Palsy. —Symptoms.—In this fonn of ]):ir.alysis there is a 
variable distribution of weakness. Sometimes the lower limbs are affected 
alone, equally or unequally; producing the comlition sometimes s|)oken 
of as “ cerebral spastic parajdegia ” or “ congeiiitid sjiastic ])jiraplegia ” 
(“Little’s disease ”). Sometimes the iwralysis is of one side, affecting bolh 
arm and leg; sonTetimes both .armsand both legs are affected ; sometinn.'s 
both logs and one arm only, or at least only <»ne in a very obvious degree. 
In the limbs the weakness is usimlly associated with much stiffness. 'I'he 
g.ait, if the patient is g,ble to walk, is characteristically spiistic, cjich h*g 
being dragged forward as a whole, and with considcr.ablc difficulty ; if the; 
upper limbs are affected there is, besides the weakness of the ai’ms and 
hands, a great awkwardness in using them, jirobably occjvsioned l>y the 
spasticity. *The knee-jerks are much exaggcratctl, but ankle clonus is not 
•so frequently present as might be expected ; and in the case of patients 
suffering from this condition it is usually present only in those who arc 
able to walk. In pjitients unable to walk, in spite of the fact that a 
high degree of spasticity may be present, it is usually impos.siblc to evoke 
it. In some* patients the peculiar mobile spasm known as athetosis iti 
present; and in patients in whom all four limbs arc affcctwl, .athetosis 
affecting both sides—double athetosis—sometimes occurs, in this form 
spasm the^e is usually* a cycle of movements, one position slowly and 
gradually passing into another. Sometimes the hand only is affected, and 
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ill the great majority of cases it is most aifected; but the spasm may 
affect all the jiarts of the upper limb, and may also affect the leg. It 
involves the face in a few cases, and the platysma muscle may markedly 
participate in the affection. 

Besides athetosis, or mobile spasm, another form of involuntary move¬ 
ment is sometimes present; a form very closely resembling the tremor 
present in cases of insular sclerosis, in that i1? is only induced during 
voluntary movement. This tremor is well marked when an attempt is 
made to carry out a definite movement ‘ with the affected limb. In 
carrying the affected hand to the face, for example, at the beginning 
of the act the tremor is very slight; but as the hand approaches the face 
it becomes more and more distinct and even violent, ^ that it is impos¬ 
sible for the patient to keep the hand in a 2 >osition of j^eSt. This condition’ 
has been unfortunately named “ duarea spastica ”; just as athetosis has been 
as unfortumitely named ''post-hemiplegic chmea.” In neither form of 
tremor is there, as a rule, anything more than a distant resemblance to 
the movements of true chorea; although certain cases of so-called heredi¬ 
tary chorea have undoubtedly been cases of birth palsy with double 
athetosis. But both athetosis and “ chorea spastica ” arc proljably more 
common in cases of infantile hemiplegia than in cases of birth palsy. 

Paralysis or paresis of some ocular movements is also not infrequently 
met Avith; and this occasions a squint of varying character and intensity, 
apparently not the result of an affection of one muscle in one eye, but of 
a slight affection of the different movements in each eye. The sphincters 
of the rectum and bladder are only affected to the extent of being less 
easily controlled than normal. In jiatients in whom there is much 
jisychical change, the calls are unattended to, and the habits are conse¬ 
quently dirty. Even in these cases, however, this is only the rule in the 
early years of life. There is rarely any affection of swallowing, although 
slobbering is not uncommon. 

The mental condition varies much in different patieVits. In those in 
whom all four limbs are affected, there is, as a rule, much mental change: 
if the lower limbs only are paralysed the mental condition is frequently 
good; and in some instances the children are jirecpciously sharp. When 
the paralysis is hemiplegic in form the psychical condition varies, being 
very defective in some, scarcely abnormal in others. In some cases in 
which the paralysis is only slight, much change is present; a result jirob- 
ably due, as will be pointed out later, not to the nature but toithe position 
of the lesion. In all the cases mental development is retarded, and, as a* 
rule, does not attain a high level. 

Speech also is interfered with, and sometimes seems to remain entirely 
in abeyance; in nearly all, its development is retarded, and generally it 
remains long imperfect. Anything like true aphasia is, of course, scarcely 
to bo expeejed, for this can only arise from interference with the functions 
of a speech mechanism already developed, and in cases of birth palsy we 
have to do ivith centres whose development has been interfered with, 
or entirely arrested. 
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Bocnrring convulsions are not so common in cases of,bh*th palsy as 
might be expected, possibly because of the completeness and limitation 
of the destractive process which has been present. But in many cases a 
history of a severe convulsion is to be obtained, or more often of a series 
of severe fits, occurring a few days after birth. Occasionally such convul¬ 
sions recur at intervals du^ng the first few years of life, and in a small 
number of cases this tendency persists during the whole of life. 

Deformities are apt to occut' in consequence of the interference with 
development, and the malpositions encouraged by the form of paralysis. 
The most common deformity is some form of talipes; and, in patients in 
whom one side is weaker than the other, lateral curvature is almost 
inevitable, unless e^reme care be taken. 

Causes.—In the ^eat majority of the cases of birth palsy, as I have 
said, the lesion is deteimined by some fault in parturition. As a 
rule there is a history of a long and difficult labour, in many cases the 
result of an abnormal presentation of the feetus; and frequently of a 
labour necessitating the use of instruments, or of turning. Often also 
the child is born cyanosed, and not breathing; so that artificial methods 
of promoting respiration have to be resorted to. Not uncommonly 
also the child is born before full term. But, as already pointed out 
in reference to these cases, any injury to the child occuiTing in a 
labour in which instniments have been used, or in which operative inter¬ 
ference has been resorted to, is not to be ascribeil to the instruments 
\i8ed or the operation performed, but rather to those abnormal conditions 
which rendered interference necessary. Besides the long and difficult 
labour, the quick, or, in technical language, the precipitate labour also 
seems to have an effect in the causation of the condition under considera¬ 
tion. 

As abnormal labours are much more common in primipar® than in 
multiparse, it is accordingly to be expected that birth palsy will occur 
much more frequently in first-born children: this is actually the case in 
so large a majority of instances as to place the fact outside the region of 
mere coincidence. Two other facts come out in a series of cases of this 
character; namely, that bf children affected with birth palsy there are 
twice as many males as females; and that the child of an elderly primipara 
is more liable to be afflicted than is the first child of a younger woman. 
These two facts lend support to the view which ascribes the great 
m^ority of ca^s of birth palsy to mechanical difficulties in the process of 
parturition; for in the former case the larger size of the child, in the 
latter the greater rigidity in the maternal parts will tend to increase the 
•difficulties of the labour. 

There is some evidence that inherited syphilis is sometimes a factor in 
the production this condition. It is very uncommon to see a child the 
subject of birth palsy who has any of the recognised signs of <#)ngenital 
syphilis; but it is quite possible, of course, that a syphilitic child may 
suffer from bifth palsy if it has been exposed also to the causes of this 
condition; and it is likewise probable that inherited syphilis, through 
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affection of Wood-vessels or membranes, may occasionally give rise to a 
morbid process which causes in the child symptoms similar to those' 
which we have under consideration. 

Morbid anatomy.—^There is little doubt, from the cases which have 
been examined after death, that the condition upon which the paralysis 
depends is, in most cases, haemorrhage occurring under the dura mater, 
and so affecting the cortical structures as to abolish or interfere with 
their function. From what has been said as to the causation, it will be 
seen that such a condition is what we should expect; and there seems no 
reason to doubt that its occuirence is due to the rupture of vessels in 
consequence of the mechanical difficulties in the act of parturition. The 
situation of this haemorrhage gives the clue to thq distribution of the 
paralysia As a rule, as I have already said, the‘"legs are more affected 
than the arms, sometimes they are affected alone. In such a case the 
haemorrhage will be found on each side of the longitudinal fissure, 
spreading in each cortex over the area in which the leg movements 
are chiefly represented. If we suppose the hemorrhage on one side 
to spread further, so as to destroy or impair the area in which the arm 
movements are represented, a condition would be produced in which 
both legs and one arm would be affected; if the hemorrhage spread 
still further, one side of the face would be affected; and if it spread 
on each side, so as to affect both arm areas as well as the leg areas, a 
condition would be produced giving rise to paralysis of both arms and 
both legs. In cases in which the speech function is in abeyance, either 
completely or partially, the lesion is of the third frontal convolution 
on both sides or only on one; and it will readily be understood that the 
ocular movements may be interfered with if the lesion spread forward 
so as to involve the area related to these movements; thus a variable 
squint may be produced. I repeat that a varying degree of psychical 
defect is found to occur in children the subjects of birth palsy; and it 
may reasonably be assumed that this depends upon injury to that part of 
the brain which is probably most intimately associated with psychical 
processes—the prsefrontal area. 

This morbid condition is only distinctly redognised in cases in which 
death occurs in the early stage. Such, however, are not common; and 
when death takes place after the lapse of some years, the condition* 
discovered varies considerably. Sometimes it is what is known as 
porencephalus, a condition in which there is much cj^tic formation 
surrounded by cerebral substance more or less altered: sometimes there 
seems to be a sclerotic condition of the brain itself, and in other cases a 
condition resembling pachymeningitis, due to the effused blood having' 
become organised and altered. In short, from the condition found in 
such cases it would be impossible to discover the nature of the original 
lesion, Vi'ere it not for the information gained from the examination of 
recent cases. It is also held by some writers that in certain cases, 
those espwially in which the child is a premature one|' the resulting 
condition is due to incomplete development of the pyramidal tracts. In 
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such cases it is said that gradual improvement usually follows, and may 
* go on to allow of an almost normal power of locomotion. * 

Diafirnosis. —^The diagnosis of the condition will not, as a rule, present 
many difficulties. The onset at birth, although it may not be noticed 
until a few days after it, vid usually the history of some difficulty of 
abnormality at birth, or at any rate that the child was the first¬ 
born, are the points on wliich a diagnosis will depend. Infantile hemi¬ 
plegia may be similar in the, physical condition, or in the psychical 
symptoms; but in this disease the onset is later, it comes on in a previously 
healthy child, it is ushered in with a convulsion or convubions, and it is 
strictly hemiplegic. The spastic paralysis due to caries may closely resemble 
cerebral spastic paAlysis; but in the former condition there has been a 
period during which* the lim1)s were used normally. Of infantile paralysis 
also—acute anterior poliomyelitis—the same may lie said; and in this 
condition the muscular wasting, fiaccidity, and loss of reflex action and of 
faradic irritability in the muscles will sufficiently distinguish it. 

ProgTiosls. —Such a condition as that described entirely precludes any 
hope of complete recovery. The degree of recovery which takes place 
naturally depends on the extent and situation of the lesion; and will be 
greater when this is limited to the leg areas on each side of the longi¬ 
tudinal fissure. A patient with this condition will be late in acquiring 
the ability to walk, and even at the best will always walk stiffly and 
imjjerfectly; but the arms will be useful limbs, and the mental and 
intellectual powers will not necessarily be impaired at all, may even be 
rather above the average. In cases in which the upper limbs are afiected 
there is, as will be evident from what has already been stated, a much 
greater likelihood of mental impairment accompanying the bodily ailment; 
and where such mental defect is present the improvement will not be 
great, at any rate in reference to that particular symptom. 

But physical injprovement takes place in all these cases. Often, al¬ 
though the children attain the age of five or six Irefore they can walk, niany 
of them, in whom the prospect of walking seemed out of the question in an 
early stage, do ultimately walk, imperfectly it is true. In short, physical 
improvement takes place in all, and the degree of this can only be esti¬ 
mated by ascertaining actually how much impairment is present; mental 
improvement also takes place even in children apparently quite imbecile 
at first. But in cases in which mental impairment is present, a nornml 
mental conditibn must not be hoped for, any more than a perfect physical 
condition is to bo expected in any case. 

Treatment.—A child affected with birth palsy naturally requires very 
groat care. Good and intelligent nursing is essential; suitable food and 
warm clothing are even of more importance than in the case of ordinary 
babies. No effdtt should be spared in attempting to develop the physit^l 
and mental capacity; for much may be done in this way to increase its 
powers. But such training is apt to be discourapng because of the slow, 
almost invisible progress which takes place, and it is well, therefore, that the 
nurse should not expect very rapid progress. Gymnastic exercises, such 
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as will assist in increasing muscular power, rubbing of the limbs and 
passive exercisis are of much importance. Cod-liver oil, cream, and fat** 
in an easily digested form are to be regarded as articles of diet rather 
than as medicines. 

Attention also will be given to measures .calculated to prevent defor¬ 
mities, such as talipes or lateral curvature; or, if they have already 
occurred, to the operative or mechanical treatment which will tend to 
correct them, or at least to minimise theic effect. 

Infantile hemiplegia. —Infantile hemiplegia is the name applied to 
that paralysis of one side of the body which occurs in the first six 
years of life. Although in its general symptoms, except those occurring 
at the onset of the attack, it closely resembles the hemiplegia of adults, yet 
there are some distinct differences. The majority of these, however, are 
to be referred to the early age at which it occurs, and the consequent 
interference with development both of the brain and of the affected limbs. 

A distinction must be drawn not so much as regards symptomatology, but 
in reference to pathology, between cases of infantile hemiplegia proper, 
which is probably a peculiar disease, and cases of hemiplegia occurring in 
children in connection with acute disease; especially with rheumatism, 
scarlet fever, diphtheria, or typhoid fever. 

The hemiplegia of infancy occurs during the first six years of life, but 
much more frequently in the first two years than later. Of forty-two 
cases, nineteen occurred in the first year, sixteen in the second, three in 
the third, three in the fourth, and only one in the fifth. The illness 
begins as a rule with general malaise and feverishness, and this culminates 
in a severe fit, or a series of convulsions. These are generally unilateral, 
but may spread so as to affect both sides. They may persist with but 
slight intermission for several days; and after the fits ^ve ceased it is 
found that the child is paralysed on the side on which the convulsion was 
most severe, or to which it was limited. The resulting paralysis is per¬ 
manent, although in degree it may be modified; and as a rule a considerable 
improvement from the condition immediately subsequent to the fit is to 
be looked for. If speech were present at the time of onset of the 
fits, it is usually interfered with at first, being either completely lost or 
rendered much less perfect than it had been before. Anything like the * 
true aphasia of adult life is rarely if ever present; and it is doubtful 
whether the name aphasia is strictly applicable to the condition which 
results. Permanent speechlessness occurs in some cases, even in childi-en 
who had already acquired the faculty, of speech more or less imperfectly. 
Permanent aphasia practically never occurs. , 

As a rule then there is, after the convulsion or series of convulsions 
is over, paralysis of one side of the body affecting face, arm and leg. 
The faci?.l affection^ is usually slight; rarely permanent. The arm is 
generally more affected than the leg; the kqee-jerk is exaggerated, and 
ankle clonus is of frequent occurrence. Bigidity is r.ct usually so 
extreme as in adult cases ; but some features exist in infantile hemiplegia 
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Tvhich are at any rate mucli leas common in adults, jlimongst these 
probably the most striking is what is sometimes spoken of as atrophy of 
the affected side. But this is obviously an erroneous term to use, the 
condition is more correctly described as maldevelopment of the affected 
side. In a large proportion of cases the smaller size of the structures 
on the affected side is striking. This defect in development affects not 
only muscles and other soft structures, but, in a well-marked case, the 
bones also are much smaller than the corresponding structures on the 
unaffected side. The arm is usually more strikingly affected than the 
leg; and this is in accordance with the usual distribution of the paralysis. 
Not infrequently when the defect in development is so slight as to bo 
doubtful, a companion of the two shoulder-blades will make it evident 
that one is distinctly larger than the other. In rare cases only is 
the difference in size between one side of the face and the other distinct 
and striking. The dependence of this feature of infantile hemiplegia on 
the central lesion is probably indirect. The defective development of 
the structures on the affected side is more probably the result of the 
disuse which the paralysis enforces, than of any direct neurotrophic 
influence. 

Another condition found in infantile hemiplegia, not so frequently as 
to be pathognomonic but much more frequently than in other varieties of 
hemiplegia, is a form of tremor, the so-called mobile spasm, or athetosin. 
This only occurs in a small proportion of cases of infantile hemiplegia 
(probably about 10 per cent); but it is mueh more frequent than in 
hemiplegia occurring in the adult. Indeed, its occurrence in adults, unless 
the hemiplegia date from an early age, is very uncommon; and in most of 
the cases in which its onset has taken place during adult life it has been 
in patients in whom the paralysis was the result of accident. Its 
presence may lead to hypertrophy of certain arm muscles. This form^ of 
movement has been already described under birth palsy. In that section 
also a curious form of tremor, sometimes named “ chorea spastica, closely 
simulating the tremor of disseminated sclerosis in that it is evoked only 
during voluntary movement, has been mentioned. Of forty-two cases of 
infantile hemiplegia two fiianifested this peculiar tremor; but prol)ably it 
does not occur nearly so frequently as this proportion would seem to 
indicate. 

As I have said, this condition is usually ushered in with a senes 
of, fits beginrang on the side sub^quently paralysed. Frequen^ 
these fits recur at intervals, sometimes short, sometimes prolonged. 
They are, as a rule, unilateral, affecting the paralysed side. ^me 
•ol»ervers, however, have stated that the fits affect the non-paralysed 
side. It is conceivable that this may be the case if the paralysis 
is severe; while the paralysed side may be that affected in the fits 
only when the paralysis is less complete. The fils are usual^ accom¬ 
panied with loss of consciousness; and consist of tonic and clonic spasm, 
with occasionhl tongue-biting, and relaxation of the sphincters. But 
sometimes the attacks are of the nature of petit mal, and consist in 
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momentaiy los« of consciouanesB without convulsiou. The cases in which 
this occurs are cases in which the paralysis is slight. In one the attacks,' 
which occurred frequently, were succeeded by the condition known as 
automatism, in which the patient, while still unconscious, performed 
apparently purposive acts. Such a condition is, of course, not only of 
great interest, but of the highest medico-legal importance. [See later 
art on “Epilepsy and Insanity.”] 

Besides the evidences of interference with physical functions, in a 
certain number of cases there is some mental deficiency. Often this is 
considerable in cases in which the physical functions are but slightiy 
interfered with; and in such cases the mental disturbance not infrequently 
assumes the form of restless and iiTesponsible activity' In other patients 
a dull and apathetic condition of dementia is preset; and in them the 
physical condition is frequently one of considerable, sometimes profound, 
unilateral weakness. But no constant relation is to be found between the 
physical and mental impairment, and where the latter exists there is 
probably mischief in the prsefrontal region. It is easy to imagine a 
condition in which it would be considerably affected without any very 
noticeable degree of interference with motor functions. 

Besides these cases of what may be called infantile hemiplegia proper, 
other cases of hemiplegia of cerebral origin are met with in children, 
occurring after acute diseases; especially scarlet fever and diphtheria. 
Such a condition is the result of some intercurrent complication of these 
diseases. In the former disease it is probably due to embolism, a res\ilt 
of associated endocarditis; in the latter the same process has been 
alleged, but in four cases seen by myself there was no evidence of 
any endocarditis; and thrombosis or hsemorrhage is to be regarded as a 
more likely cause. Hemiplegia also sometimes follows typhoid fever in a 
child. As blocking of veins in other parts is not uncommon in this 
disease, a similar process in the cerebral veins is to be regarded as the 
probable cause of the palsy. The hemiplegia in the cases of this nature 
is not generally associated with fits, nor with any profound psychical 
change; but is accompanied by maldevelopment of the limbs on the 
affected side. In regard to diagnosis, prognosis, and treatment, what 
is to be said in reference to ordinary cases equally applies to cases 
of this nature. 

Pathology and Morbid anatomy.—The ultimate pathology of this 
condition is still largely a matter of conjecture. There d6hs not seem, to 
be any constant relation of season to the onset, as is the case in Infantile 
paralysis; but it must be remembered that these cases are usually seen 
when the paralysis has already existed for years, and when the recollection • 
of the conditions attending its onset has become indistinct and untrust¬ 
worthy. Even the morbid anatomy is still uncertain, for tew patients die, 
or at an;f rate are eacamined after death while the condition is recent; 
and the state of the brain after a time is such as to give little or no 
clue to its initial morbid state. Two views are held witfi’ regard to its 
morbid anatomy; according to Strumpell the condition of infantile 
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hemiplegia is a result of an acute inflammation of the gray matter of 
the cortex, an^ogous in some ways to that in the gra^ matter of the 
spinal cord which underlies acute anterior poliomyelitis; this condition he 
names jieute polwencepludUis, and if his view be accepted the ultimate 
pathology would probabl^Y liave to be looked for in some infective 
process. The other view regards the condition of the nervous system as 
secondary to some vascul&r obstruction; and this, according to Sir W, 
Gowers, is to be looked for in the veins of the surface. No definite data 
are yet available to decide between those rival hypotheses. The condi¬ 
tion which has been found in the cases hitherto examined has been one 
either of cystic formation (porenc^hidus) with much atrophy of the 
affected hemisphere! and of the correlated parts of the nervous system, or 
one of sclerosis of* Ijie hemisphere; and both these conditions are, of 
course, compatible with the initial lesion formulated in each hypothesis. 
Nor can anything definite be said as to the cause of the athetosis present 
in a number of the cases. It js probably a result of imperfect destruc¬ 
tion ; but whether in the cortex or in the deeper structures it is still 
impossible to say. Even the case published by Beevor and Horsley, in 
which removal of a cortical area in an adult brought about a cessation of 
the athetosis, is not conclusive. 

The diagnosis is not ordinarily difficult. A case of birth palsy may 
closely simulate the clinical condition of infantile hemiplegia ; but the 
history of weakness actually at the time of birth, although only first 
noticed a few days later, will usually be sufficient to indicate the category 
to which a given case is to be referred. From infantile paralysis the 
state of the refiexes and the absence of any electrical change in the 
muscles of the affected limbs will sufficiently serve as a distinction. 
Some cases of myopathy may present a superficial resemblance ; but the 
hemiplegic character of the affection, and the presence even of excess of 
the knee-jerk, as well as the history, especially of convulsions, will 
usually be sufficieiit indication to allow of a correct diagnosis being 
made. 

Apart from the danger which the weakness and the liability to con¬ 
vulsions imply, the prognosis is good, so far as life is concerned. It 
is also found that the hemiplegic weakness is usually greater immediately 
after the onset of paralysis than it is ultimately; so that we may 
predict a certain degree of improvement. But the weakness will remain: 
the child willsprobably be backward, and may have a definite de^ee of 
nfbntal weakness. The fits can usually be controlled if the patient is 
carefully, judiciously, and persistently treated. This, however, is only 
partly true of cases in which petit mal is present. But even in cases in 
which no fits have occurred, except the one convulsion or the series of fits 
at the onset, it«must always be remembered that fits are prone to occur, 
although their occurrence may be delayed even for as long ^s several 
years. If speech has b^n impaired the impairment is rarely if ever 
persistent, and sensory impairment is not found, although hemianopsia has 
been described. 


744 


SYSTEM OF MEDICINE 


Tnatment —Great care and patience must be exercised in cases of 
mental backwardness to develop the existing mental power cautiously'' 
and judiciously. The same is true of the defectjye physical power; and 
mild gymnastic exercises and passive movements will do much to increase 
the power which the patient retains. Massage will also assist in mini¬ 
mising the rigidity; but electricity is not of much use, and its application 
may do harm by causing an amount of discomfort and alarm quite out of 
proportion to any benefit likely to be derived. Convulsions will be 
treated like epileptic fits. They are usually amenable to ordinary treat¬ 
ment by bromides; but the attacks are all or mostly attacks of petit mal, 
which are much more intractable. Fresh air, good food, and the best 
possible hygienic conditions are, of course, essential. 

. ‘ 

Microcephaly. —^This condition deserves a brief notice. Gases of 
different kinds have been gathered under this name, but, so far as can be 
ascertained, only two varieties need be considered; namely, those in which 
the small or deformed skull is secondary to actual brain disease, such as the 
birth palsy, or infantile hemiplegia just considered, and those in which 
the smallness of the skull and of the body generally is but a local expres¬ 
sion of a general developmental defect in which the brain itself shares. 
The cases of the former class may be characterised by some local weak¬ 
ness or paralysis; in those of the latter the weakness is universal: in 
both classes the mental state is very backward. In the last few yearn 
operative treatment has been recommended in such cases, the object 
being by removal of the cranial wall to relieve a hypothetical condition 
of pressure and consequent interference with brain growth., No results, 
however, have been obtained to justify such procedures, and the cases can¬ 
not be regarded as in any degree amenable to treatment other than the 
educative and disciplinary influences resorted to in the treatment of 
weak-minded children. 

IfAMES Taylor. 
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OTHER DISEASES OP THE NERVOUS SYSTEM 


DISORDERS OF SLEEP 

Insomnia—Somnolence—Dreams and Nightmare—Nioht-tbrrors 
OF Children—Sleep-talking—Sleep-walking. 

Physiology. —It is unnecessary in this article to enter into a dis¬ 
cussion on the physiology of sleep. Certain symptoms—diminished 
metabolism, shallower respiration, less frequent pulse, diminished 
secretory activity, and loss of consciousness—are recognised as constant 
accompaniments, but a satisfactory explanation of the condition is not 
yet found. There are several hypotheses as to the causation of sleep. 
It has been attributed to cerebral anaemia; to chemical changes in the 
brain cells or neurons, such as an exhaustion of their intramolecular 
oxygen, or an accumulation of fatigue products; to a contraction of 
the dendritic processes, and a consequent break in the transmission of 
nervous impulses; to an expansion of the neuroglial cell processes 
insulating the nerve-cell processes, and producing the same effect; and 
to a purely psychblogical condition, namely, loss of consciousness apart 
from any physical or chemical change. The last explanation is simply 
a cloak for our ignorance. The most probable hypothesis is that of an 
altered metabolism o{ the cerebral cells dependent upon exhaustion 
and diminished influx of stimuli. 

Anaemia, or relative anaemia, is an important factor, according to 
many authors the most important. As the vascular contents of the 
cranial cayity must remain practically constant, any loss of blood in the 
tirterioles and capillaries must be compensated by some increase elsewhere. 
According to Cappie, this occurs in the pial veins; according to Howell, 
in the veins at the base of the brain. In any case there is a relative 
anemia—a diminished blood-flow through the cerebral cortex, and con¬ 
sequently a diminished metabolism and depressed function; but tha 
bearing of this upon the production of sleep we do not knoj^. Howell 
believes it is important. From plethysmographic observations on the 
cutaneous circulation, hi was led to suppose that exhaustion of the vaso¬ 
motor centre is the all-important condition; but this opinion has been 
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strongly criticised by Dr. Leonard Hill. As far as we can see, neither 
the circulatory, ifor the histological, nor the psychological hypotheses are 
sufficient to account for sleep; and, with the ezcei^ion of the circulatory, 
none of them bears any practical significance. The chemical hypothesis, 
on the other hand, is of direct importance, .as it explains in some 
measure why, in order to induce sleep, it is necessary to rid the organism 
of fatigue products and toxins. * 

Amovnt of deep. —The amount of sleep Required by a healthy person 
depends upon his age, the quality of the sleep, and his idiosyncrasy. 
A bahy sleeps the greater part of his time ; as the child grows up less 
sleep is needed ; and at the age of fifteen, nine to ten hours are usually 
thought enough {vide vol. i. p. 470). Between fifteen and twenty-five 
years of age eight hours should be allowed; afteiv^ards the amount 
must depend upon the work and requirements of the individual. Some 
people can do with from four to five hours; and others with even less 
than this amount, as was the case with Brunei and Alexander von 
Humboldt; for the majority of people, however, from six to seven hours 
are usually enough. Idiots and persons of weak intellect often sleep 
excessively, and even in more normal individuals a condition of 
abnormally prolonged sleep is occasionally recognised. Old people also 
require an increased amount of sleep. When sleep is profound and 
continuous, less is required than when it is broken and superficial. 

Insomnia. —By this term is meant loss of the normal amount of 
sleep. It includes all grades, from simple restlessness to total loss of 
sleep. From what has been said it is obvious that the term is com¬ 
parative ; that what is sleeplessness in one person is not so in another. 
Furthermore, the kind of sleeplessness varies. Some people go to sleep 
directly after getting into bed, but awake every hour for several hours, 
sleeping well the rest of the night; others, especially the gouty, awake 
punctually at three or four, and are unable to sleep again, or, at any 
rate, 'until it is time to get up; others again find great difficulty in 
getting off, but, once asleep, do not awake until the morning. Some 
persons, as we have said, do not sleep at all, and these cases are of 
serious omen. It has been stated that sleep is more necessary than 
food; that animals die sooner from sleeplessness than from starvation ; 
yet patients occasionally assert that they have not slept for weeks. In 
most cases this is probably illusive : they sleep without realising it. 

In general, sleeplessness cannot be considei^ a disease in itself; if 
is, however, an important symptom of many diseases, and in certain 
cases, especially of neurotic women and over-tired men, it is the pre¬ 
dominant one, and calls for careful treatment, otherwise it may lead 
to grave consequences. As the essential feature in the« treatment of 
this condition is to discover, and, if possible, to remove the cause, it 
will he convenient to consider insomnia with Regard to (a) its causes, 
'(&) its treatment. « 

Causes.—These are many, hence it is necessary to adopt some 
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principle of classification. This has been done by most authors, but 
no system has yet received general acceptance. Germafn S4e recognises 
nine divisions: dolorcus, digestive, cardiac and dyspnoeal, cerebro-spinal 
and neurotic, psychic, insomnia of cerebral and physical fatigue, genito¬ 
urinary, febrile, and toxic. Others admit only four or five. We shall 
adopt a division into foijr. But it must not be assumed that all causes 
can be uniformly arranged in these classes ; in some cases the immediate 
cause will fall under two cr more divisions. Such divisions are of 
course only justified for descriptive purposes. 

1, Irritative caihses .—This class includes all forms of insomnia caused 


by pain and like uneasiness. In children, teething, indigestion, worms, 
and so forth, arf frequent causes. Eye strain—as in hypennetropia 
and astigmatism, rtie irritation of an eczema, the inconveniences pro¬ 
duced by faucial adenoids, and other similar conditions, are also 
etiological factors of insomnia. After surgical operations, even in the 
absence of pain, insomnia is not infrequent; this may be due in part 
to the constrained position of the patient and some irritability^ of 
the wound, in part to toxsemic and psychical causes. Cold feet,^ vesical 
affections, asthma, bronchitis, and other diseases accompanied by 
troublesome if slight irritations, for example, cough, or pruritus (local 
and general), also fall under this head. But the most important causal 
factor of this group is undoubtedly pain. Of all diseases accompanied 
by pain, as neuralgia, sciatica, migraine, angina pectoris, aneurysm, 
locomotor ataxy, the various forms of colic, acute inflamnmtion of the 
serous membranes (peritonitis, pleuritis, pericarditis, meningitis), cerebral 
tumours and abscesses, malignant growths in various parts, diseased bone, 
acute and chronic rheumatism, osteo-arthritis, syphilis (the pains of 
which are often worse at night), and acute gout, sleeplessness is a 
symptom. The insomnia of all or many of these may involve other 
etiological factor#, but the pain is the predominant one, and that which 


necessitates treatment. 

2. Toxic causes .—A large number of diseases are due to the presence 
of some toxic agent in the blood, or are accompanied by it; and 
such diseases are often attended by troublesome insomnia. Alcoholism 
and nicotism, the exanthems (measles, small-pox, scarlatina), enteric 
and other continued fevers, erysipelas, diphtheria, pneumonia, innuei^, 
hepatic disorders (the lithmmia of Murchison), dyspepsia and other 
gastric an^ intestinal disorders, rheumatism, gout, and Bright s disease 
are some of the conditions which fall under this head. 

The insomnia accompanying heart disease and altered v^ular con¬ 
ditions (arterio-sclerosis, etc.) may also be included in this divisio^ as 
their origin in most instances appears to be a blo^ ^ison. 
form of insolnnia also is due in part to a deficient blood-supply, arffl 
possibly to an altered cardiac action. The sleeplessnesssinduced by 
wrtain beverages, sucii as tea, coffee, and cocoa, r^uires mention 
here. Thlse, espedally if taken strong and late at night, are in most 
people powerful preventives of sleep. Strychnine and other nervine 
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tonics, when taken regularly, often cause sleeplessness during the earlier 
part of the nigh^; but in certain conditions of exhaustion, by improving 
the circulation and other functions, they prove excellent hypnotics. 

Insomnia is also a symptom of certain drug habits, such as opium¬ 
eating, morphinism, and cocainism. • 

3. P$ychieal eau$es. —Grief, shock, worry, ^nd mental anxiety are 
among the most frequent causes of insomnia. In many persons a pre¬ 
disposing factor—a nervous temperament, lueurasthenia, hysteria, hypo¬ 
chondriasis—also exists, and among such persons insomnia may easily 
be established as a habit. In students, overwork, especially if accom¬ 
panied by irregularity in retiring to rest and the prospect of an 
examination, are the most frequent causes. Women ^t the menopause 
often suffer from insomnia, partly, perhaps, owing to 'uhe accumulation of 
toxic products not eliminated by the catamenia. The various forms of 
insanity—such as mania, melancholia, general paralysis—are accom¬ 
panied by insomnia; in some cases it appears as a premonitory symptom ; 
although there can be no doubt, on the other hand, that continued loss 
of sleep is also a factor in the production of mental aberrations. Cases 
of severe chorea and of paralysis agitans are also marked by sleepless¬ 
ness. 

4. Causes aridng from change in the mode of life .—Eating late dinners 
by those unaccustomed to them, and change of climate, especially to 
high altitudes, or in some individuals even to the seaside, sometimes 
give rise to temporary insomnia. Nurses who have been on night duty, 
after changing to the day frequently suffer from sleeplessness ; and the 
same condition occurs in other people with intermittent nocturnal occu¬ 
pations. Sometimes very simple changes in the mode of life of in¬ 
dividuals will lead to insomnia. A patient of mine and his wife both 
slept very badly for the first three months after beginning to cycle. 
This may have been due to excessive fatigue, or possibly to increased 
waste products in the blood, or to both combined. 

Pathology.—Upon this subject we know very little; and so long 
as the physiology of sleep is ill understood, the pathology must remain 
unknown. As we have seen, the condition of the circulation and the 
composition of the blood are important factors in the production of 
sleep, and when the ^ain cells are improperly supplied with blood 
(as in anemia and hear^disease), or with impure blood (as in the vari¬ 
ous toxemic diseases), we can readily understand that the Nutrition of, 
the nerve-cells is altered, and that some deviation from normal sleep 
must occur. 

Treatment —^This naturally falls under two heads—general or non- 
medicinal, and medicinal—^although these cannot well be separated in 
practice. In all cases the first thing to look for is the cause, so that, if 
possible, thjp may be removed. If it be an indigestion, this should be 
treated. Acid dyspepsia and that attending goqt are frequently accom¬ 
panied by insomnia. In these cases, caref^ attention to tlfe diet, the 
avoidance of tea and fruit (cooked and uncooked), and of all substances 



d/sordexs of sleep 


749 


containing vegetable acids, except in so far as these may be used in 
treatment, are essential. Fruit, owing to the acid Jt contains, is, I 
believe, an unsuspect^ cause of indigestion, gout, and sleeplessness in 
many ptersons : so also are acid wines. For gouty persons much butcher’s 
meat, especially beef, should be prohibited, and white fish, poultry, and 
game ordered in its pl^e. Fried fat, such as that on .the outside of fried 
fish, should also be^ avoidM. An alkaline bitter before meals, an occasional 
mercurial at bedtime followed by a saline aperient the next morning, 
and, for the gouty, colchicum or sodium salicylate should bo prescribed. 
Sometimes a dose of Gregory’s powder at bedtime, or a mild carminative, 
is of value. An overloaded colon is a common cause of sleeplessness in 
elderly people; fer this an evacuation of the bowels at bedtime is the 
best means of rellb^ One of ray patients found that a little peppermint 
water taken at bedtime gave him a better night than any hypnotic. In 
the insomnia of th^ aged and the overtired, and in that due to cardiac 
and vascular disease, strychnine and niix vomica are beneficial remedies : 
they tone up the circulatory system, remove indigestion and fiatulence, 
and act directly on the cerebral cells. In cardiac cases and in neur¬ 
asthenics with low arterial pressure, digitalis and the other cardiac tonics 
may be resorted to. In anaemia, iron, nux vomica, and sometimes 
digitalis are required; and similarly other diseases which are causal 
factors of insomnia must be treated in a more or less specific way. The 
appropriate remedies for each disease are described in other parts of 
this work. 

. In all cases of insomnia certain general precautions must be taken. 
The bedroom ought to be in a quiet part of the house, well ventilated, 
and of moderate temperature. Light should be carefully excluded, and 
the apartment scantily furnished. The bed should vary according to 
the habits of the individual; for young and middle-aged adults a firm 
mattress is the best, but for the old a softer bedding may be necessary. 
The covering should be light and warm; but in the use of jnllows no 
general recommendation can be made. Some people sleep letter with 
the head raised, others prefer to keej» it on a level with the body. 
In heart disease it wj}! be found necessary to raise it; but as a rule 
this precaution may be left to the choice of the individual. For broad- 
shouldered people Whitla recommends the wedge-shaped pillow used 
by the Germans. Invalids find much refreshment in the ultimate use 
of two bed% for day and night. 

For ordinary cases of sleeplessness simple means very often sufiSce. 
Some people read themselves to sleep, some count, others, like Southey, 
think of some monotonous discourse. One of my patients used to hang 
his feet out of bed for some time and then put them in again. Walking 
about nakedf or a cold or tepid bath is often useful. Massage, especi¬ 
ally of the abdomen, thighs, and legs, as in Dr. Eccles’ method of treating 
insomnia, is sometimes advantageous. This method is oelieved to 
produce temporary antemia of the brain, by causing a determination of 
blood to the manipulated parts; and it may be further aided by a hot 
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oomp^FM to the abdomen. In the case of cold feet, vigorous rubbing, 
or 8 Wt bottle,* or a hot footbath with mustard in i^ is beneficial; 
or again a hot sitz-bath may be used. Attenticjp should also be given 
to the work of the stomach. As a rule a light supper is the best, 
and for many, and especially those who awake |n the middle of the night, 
a little hot milk or meat juice containing a small amount of alcohol is 
helpful. The evacuations, should also be attehded to, and the bladder 
especially should be relieved. ^ 

Sleeplessness from overwork, especially from literary work, requires 
mental rest and change of air and scene. Temporary exposure to the 
cool air of the bedroom, or the wet pack, or a bath is often of use; but 
if the insomnia continue, it is necessary to give a mildi hypnotic, such as 
twenty grains of sulphonal or trional, or thirty or forty* grains of bromide 
of potassium, to break the habit of sleeplessness. Capsules containing 
n\_xxx. of turpentine given at bedtime are sometimes beneficial in the 
insomnia of overwork and worry. The drug acts as a stimulant and 
derivative, and is stated to succeed best in plethoric cases. No beverages 
containing caffeine should be taken after breakfast. 

In nervous and hysterical women, and especially in women at the meno¬ 
pause, the bromides are very useful. I have long been in the habit of 
giving a mixture of bromide—either of potassium, sodium, or ammonium 
—tincture of sumbul, and tincture of hop, in camphor water, at the 
climacteric; and it has helx>ed to remove the insomnia as well as the 
mental depression and flushing heats so common at this period. 

The sleeplessness of the insane requires careful management. In 
the early stages of acute mania the bromides, chloral, hyoscine hydro¬ 
bromide, and other sedatives are useful; but a hot bath at a temperature 
of 104° F., and cold water simultaneously poured upon the head are most 
efficacious in inducing sleep. In melancholia, where arterial pressure is 
usually high, paraldehyde in doses of iq^xl. to iq^xc., or even more, is 
a valuable hypnotic; so is morphine; but a l-grain'dose of erythrol 
tetranitrate, by reducing blood-pressure, will frequently act better than 
anything else. 

In mild cases of delirium tremens sleep usujtlly comes on after a 
time, whatever treatment be adopted; in the more severe cases chloral 
and bromides, alone or in combination, are beneficial. Paraldehyde is 
rerommended by some physicians. Opiates may be given, but in most 
cases hyoscine is probably a more efficient remedy. Amongctbe medical 
officers of the United States army 20 grains of powdered capsicum* 
in the form of a bolus is the favourite hypnotic in this complaint. I have 
no practical experience of this prescription, and cannot therefore express 
any opinion of its value as a mode of treatment. Cerebral depressants 
should be given as little as possible, and the treatment should be con¬ 
fined chieflj^ to feeding and tonic measures. 

In pneumonia sleep comes usually at the crisis; but where this has 
not occurred I have occasionally seen a hypnotic, such as ckloralamide 
or paraldehyde, turn the scales in favour of the patient. 
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In pleurisy, and most other serous inflammations, 6 to 10 grains 
of Dover’s powder usually conduce to sleep; mainly "by relieving the 
pain. A hypodermic^njection of morphine may be given with the same 
object in view. 

In bronchitis, chloral,and chloralamide are safe hypnotics; as a rule 
opiates are to be avoided. 

The sleeplessness of'asthma is relieved by remedies which cut short 
an attack, such as chloral hydrate, the fumes of Himrod’s and other anti¬ 
asthmatic powders, the hypodermic injection of morphine, or, in some 
cases, a dose of 5 to 10 grains of citrate of cafteine. Bromides are also 
useful and so is paraldehyde, which both relieves the asthma and 
causes sleep. A^lmnge of locality, if only to another part of the same 
town, often sucdeods. In one case, the removal of a student from 
Downing College, Cambridge, to a house across the street brought relief; 
and in another of my pupils the change from Caius College to a house in 
another part of the town brought to an end a most troublesome 
attack of asthma. 

The insomnia of heart disease is benefited by digitalis, strophanthus, 
strychnine, and other cardiac tonics; but in some cases it is necessary 
to resort to morphine, either by the mouth, or still better, hypoder¬ 
mically, as first suggested by Professor Allbutt. Paraldehyde and 
chloralamide are most useful in my experience; they are less depressing 
to the circulation than chloral hydrate. Ice to the head is recommended 
by Dr. A. Morison, where the vital forces are not too low, or the 
temperature subnormal. It often produces sleep rapidly, with a more 
regular cardiac action. Heat may possibly answer in other cases pre¬ 
senting a subnormal temperature. 

In chronic Bright’s disease insomnia is occasionally very troublesome. 
Eliminants, such as aperients, should be tried, and if they do not succeed 
chloral hydrate jnay be given; it is a safer drug in kidney than in 
heart disease, the*accompanying reduction of blood-pressure being usually 
beneficial. Morphine and hyoscine hydrobromide subcutaneously in¬ 
jected have been recommended in obstinate cases; but their employ¬ 
ment requires great oaution. Erythrol tetranitrate, by reducing blood- 
pressure, often acts like a charm even when sedatives have failed; and in 
one of my patients thorough rubbing of the skin by means of a flesh¬ 
brush induced sleep, and very materially relieved the restlessness of this 
complaint.* In the sleeplessness dependent upon cirrhosis of the kidney 
* Dr. Nestor Tirard recommends hyoscine, sulphonal, and paraldehyde; 
he is opposed to the use of opium and morphine. 

When pain is the causal factor of insomnia morphine is the best 
general remedy, and it should bo pushed until relief is obtained. In 
cases of neuralgia, locomotor ataxy, and so forth, some of the syntheric 
analgesics—phenazone or phenacetin—are of value. The|e drugs act 
also, I believe, as hypnotics in cases where there is no pain. 

Calciian chloride is a valuable remedy in the insomnia due to pru¬ 
ritus. 
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This article would be incomplete without a more detailed reference 
to some of the lAore important hypnotics. These are comparatively few, 
although the number of the drugs of this cljus which have been 
advocated from time to time is large. 

The bromides of potassium, sodium, and aimmonium are mild, safe, 
and trustworthy hypnotics. They tend to depress the functions of the 
spinal cord, but their effect upon the heart, lungs, and other organs is 
small. Potassium bromide is the most 4cpi'^8ing of the three, am¬ 
monium bromide the least; but in therapeutic doses this action is not 
very obvious, and the potassium salt is the most convenient to use. By 
many it is regarded as the most trustworthy. 

Various other bromides also—for example, lithium bromide and 
hydrobromic acid—^have been given as hypnotics;»but none of these 
presents any material advantages over the salts more commonly used. 

The bromides are useful in cases of insomnia due to worry or over¬ 
work. When relief cannot be obtained by non-medicinal means they 
are valuable to break the habit of sleeplessness, and thus to restore the 
brain to a more normal condition. In the presence of pain, however, 
they are generally useless. They are also the most useful drugs for 
repeated administration, as they appear to produce less serious ill effects 
than other remedies of this class. The dose may be given just before 
retiring, or, as recommended by Macfarlane, in two or three doses during 
the latter half of the day. 

Chloral hydrate is a more powerful, but also a more harmful drug 
than the bromides. It produces general nervous depression, affecting 
both the brain and spinal cord; and it is also markedly depressant to 
the heart and vascular system. On this account it should be avoided 
in all cases of heart disease with symptoms of heart failure, and generally 
in diseases with a low blood-pressure, such as enteric fever. In cases 
of high arterial pressure, however, it may usually bp given with im¬ 
punity. . Also in the more simple forms of insomnia, when bromides 
prove insuiicient, to combine them with chloral hydrate is. judicious 
and often successful. It should, however, be used with care, both on 
account of its circulatory effect and its. tendency to form a habit. 
A suitable dose is 15 to 20 grains, or, combined with bromide, 10 
to 15 grains; but sometimes more is required. Large doses should, 
however, be avoided. 

BvtyUihloral will frequently relieve the insomnia due to fteuralgia of 
the fifth nerve. 

As substitutes for chloral, certain derivatives, purporting to possess 
its useful properties without its ill effects, have been recommended. Of 
these two only, chloralamide and chloralose, are of practical importance. 

• Chloralamide, or chloral-formamide, is undoubt^ly leAs toxic than 
chloral hydrate, and does not produce the same depressant effect upon 
the circulauon and respiration; but it is also a less powerful hypnotic. 
It may be used in doses of 30 to 40 grains in all cases wher0*ehloral is 
indicated, and in some forms of heart disease and bronchial affections. 


DISORDERS OF SLEEP. 


75$. 

Chlcralose is a more powerful drug than either chloral hydrate or 
•chloralamide. It differs from them in stimulating instead of depress¬ 
ing the functions of tjie spinal cord; in animals, to cuoh a degree 
that convulsive tremors are produced. The heart is said to be unin¬ 
fluenced by therapeutic dotes; the blood-pressure is slightly raised. It 
may be used as a general hypnotic, and is especially recommended in 
cardmc and digestive trounles. In chronic Bright’s disease, and others 
attended with increased arteris^ blood-pressure, it is contra-indicated on 
account of its influence in raising the pressure. Various opinions have 
been expressed about this drug. Some have found it beneficial, others 
not; and some have observed spasmodic twitchings from its use. It 
may be given in doBes of from 3 to 6 grains in 1^ to 2 ounces of water 
a little while before going to bed. 

Paraldehyde is a safer drug than any of the preceding. It produces 
sleep without any distinct respiratory or circulatory effect; but it is 
slightly irritant to the gastric mucous membrane, and possesses an 
unpleasant smell, which can be detected in the breath after its adminis¬ 
tration. On this account, indeed, it is not so likely to cause a habit, 
although a few cases of this are on record. It may be generally 
used as a hypnotic, and is specially serviceable in asthma, heart disease, 
and melancholia. It is best administered with tincture of orange, in 
a dose of n\_xl. to I1\^xc., or upwards. Dr. Clouston has given ”)iv. to 
",vj. doses. 

Sulphonal and trional are valuable hypnotics; the former in doses of 
15 to 30 grains produces sleep in two to three hours, followed by no 
ill effects. Drowsiness is sometimes experienced during the following 
day; and the sleep of the succeeding night is often as sound, or sounder, 
than that of the night of administration. It possesses no action on the 
circulatory and respiratory systems. As it is slightly cumulative, re¬ 
peated dosage may, lead to haematoporphyrinuria and other untoward 
effects, and on this account it should not be continued longer than from 
four to five days. An interval of an eqjial or longer period ^ould be 
allowed to elapse before resorting to it again, if this be necessary. 
Owing to the insolubility of the drug in cold water, it is best given 
in hot fluids, such as milk or soup ; in this way a more rapid effect is 
obtained. Sulphonal is useful in all mild forms of insomnia, and one 
dose often produces two nights’ sleep. It is adapted for continued 
administratiodl provided that intervals are allowed to elapse every few 
da'ys, and that care be taken to avoid constipation. . 

Trional possesses similar properties to sulphonal, and exerts a similar 
, effect. It is somewhat more powerful, and, being more soluble, it does 
not lead to a second night’s rest, like sulphonal. Its uses ace the same 
as those of the "latter drug. It is valuable in the insomnia of children. 
Some authors say that it relieves pain as well as induces sleep.* 

Alcohol, in those unacfostomed to its use, is a valuable hypnotic in 
mild cases; upeeially in the form of beer, stout, or whisky, at bed¬ 
time. 
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‘X have ceased to use urethane as a hypnotic, as it is very Uncertain 
in' M action; and chloial-urethane or ural—introduced by Poppi—has 
ho %dyantageB over chloral, as in like manner it lowers blood-pressure. 

Opium and its chief alkaloid mm-phim are the most useful hypnotics 
^here there is great pain, and only in a few<other cases should they be 
used; for instance, in recent and acute insomni^ from worry, overwork, or 
shock. Their influence on the heart and vascular system is small, so that 
in heart disease, especially if attended with pain, they may generally be 
employed; but their influence upon the respiration is well marked, and in 
all respiratory diseases accompanied by impeded respiration from excessive 
secretion they should be regarded with disfavour. Opium inhibits 
most secretions, constipation and other-undesirable efi'ects usually accom¬ 
panying its use. Rapid habituation also ensues, ■'and in some patients 
marked excitement results from its first administration. 

In painful maladies morphine hypodermically should be pushed until 
the pain is abolished; but on account of the well-known toxicity of the 
drug, care should be taken in its administration. In heart disease, ^ to ^ 
of a grain of morphine may be given subcutaneously, especially if there 
is stenocardial pain; or the drug may be taken by the month. 

Opium is more slowly absorbed than morphine, and its action is cor¬ 
respondingly slower and more prolonged. It also possesses a greater 
local effect upon the alimentary canal, producing more marked constipa¬ 
tion. It may be used to prolong the effect of morphine, or in cases, such 
as gastric cancer, where a local effect may be of value in aiding its general 
action. 

Owing to the rapid establishment of tolerance, its ill effects, and 
tendency to induce a habit, morphine is not a good general hyp¬ 
notic ; and many attempts have been made to discover a substitute 
possessing its hypnotic and analgesic actions without its inconveniences, 
but so far without success. Certain derivatives of morphine have been 
suggested; but these are mainly sedative, and are not sufficiently power¬ 
ful to be used in those cases where morphine is indicated. 

Hyoscine, in the form of one of its salts, is one of the most powerful 
hypnotics we possess, and is said never to induce a habit. It is of special 
advantage in restless cases, such as the insane, where it is impossible 
to administer drugs by the mouth and undesirable to give opium. ' 
It is, indeed, the best substitute for morphine we possess; rarely 
prodjKcipg excitement, and an atropine-like effect occurAng only after 
conii^rable doses. Owing to its great toxicity care must be taken*in 
its '-administration; ^ 5 - to grain of the hydrobromide, given 
hypodermically, is usually sufficient, under ordinary conditions, to pro- „ 
duce sleep; but in the insane large doses—grain, or even grain 
—are often required. These quantities should not, hftwever, be given 
as initial doses. Valvular disease, so common in acute mania, is a 
contra-indication to its use. A combination ,of chloral with grain 
of hyoscine, or with morphine, has given excellent resulfti in cases of 
obstinate insomnia with excitement. 
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Hyoseyo/mAne has been used as a hypnotic in cases in which hyoscine 
is of benefit, but it is not so valuable. It produces more numerous ill 
effects, and its sedative^action is leas powerful. The other members of 
the atropine group are even less useful. Hurd recommends a teaspoon- 
ful of the tincture of hyoycyamus at bedtime as a useful hypnotic in 
cystitis. 

Cannabis indica is used by many as a hypnotic. It is, however, apt 
to produce excitement, and sopietimes this is not followed by sleep. It 
does not produce constipation as opium does, and it is less toxic; in fact 
no fatal case of poisoning by this drug is known. Its greatest drawback 
is its inconstant composition owing to its deterioration with age, and so 
far no official action has been taken to obviate this. Several prepara¬ 
tions are on the m&rket. The best are the extractum cannabis indicse of 
the British Pharmacopoeia, Merck’s cannabinon and extractum cannabis 
indicse, and cannabinol. A convenient dose to begin with is half a 
grain of the extract, but with many samples this amount has to be 
exceeded. There are no special indications for its use. It is given in 
migraine and neuralgia, and often alleviates the pain of gastralgia in 
old people; but it is not a powerful analgesic. In other forms of pain 
it is less valuable. It may be regarded as a general hypnotic except 
in cases where its excitant action is contra-indicated; and if a good 
preparation can be obtained, it appears to be a valuable one. It is 
an ingredient of the much-advertised hypnotic “ bromidia.” 

Fellotine, an alkaloid of a species of cactus (Anhalonium Williamsii), 
has been recently advocated as a hypnotic. Sufficient clinical data, 
however, have not yet been obtained to establish its value; and, as far 
as we can judge, the results of purely scientific investigation do not 
prove it to be better than other well-known drugs. It has been used in 
insomnia from various causes. In locomotor ataxy and other painful 
conditions sleep w&a produced in some cases, but the pains returned on 
awaking. No unpleasant after-effects are said to occur, but giddiness, 
restlessness, and slowing of the pulse are occasionally noted before 
sleep takes place. The dose recommended is J to J of a grain, but Jolly 
states that 1 grain is the proper dose. 

Two other agents may be used to induce sleep if the measures 
previously considered fail; namely, electricity and hypnotism. 

£fecfnci<y^—Electricity is regarded as a valuable agent by those 
aficuBtomed to use it, but it is generally recognised that its employment 
is empirical. In some cases it produces excitement rather than sleep, 
and it is said “ to be largely a matter of experiment as to who will and 
who will not sleep bettor after its use.” In the majority of cases, how- ^ 
ever, sleepinesEP is induced, and, according to Eskridge, the cases most 
commonly benefited are those in which the insomnia is duo “i^ mental 
overwork, worry, alcoholism, and supposed hypersemic conditions of the 
b rain generally.” Biggs also states that it is most useful in the 
sleeplessness accompanying nervous and mental disorders. 


^ srsrsM 0F if^iciHE 

mnileH of electrification-—general faradiaation. galvimiBation 
^ tE4 kwl, cervical sympathetic, etc., and static electrification—are in 
tiise^' Dr. Lewis Jones recommends general faradisation or the faradic 
batii, but the majority of electricians are in favour of galvanism. Weak 
currents (1-3 milliamp^res) directed longitudinally and continued until 
the patient feels drowsy, sometimes 15 to 20 minutes, or even 30 
minutes, and repeated on alternate days, appear to produce the best 
results. , 

In some cases static insulation is preferred, and positive insulation 
is said to be better than negative (Rockwell). The method as practised 
by Dr. H. McClure, late of Cromer, is as follows : the patient, insulated 
on a glass stool, is brought into connection with the conductor of a 
Carr6 or Holtz machine. When thoroughly electrified a fine metal 
point is held opposite several spots on the scalp and forehead, but not 
near enough to produce a spark. The sensation is as if a light wind or 
breeze was playing over the part, and sleep is said often to come on 
while the treatment is being employed (Whitla). 

The influence of electrification, in whatever way it is used, is said to 
be both temporary and permanent. The temporary effect occurs during 
the first few nights, and is never so great as that obtained from drugs. 
But the permanent influence is the end to be obtained. As compared 
with drugs electricity possesses the advantages of being free from ill 
effects, and the danger of forming a habit, but in some cases it fails to 
act, and may even aggravate the symptoms; consequently its effects 
must be carefully watched (Riggs). 

Hypnotism .—Cases of insomnia, rebellious to all other forms of treat¬ 
ment, may be treated by hypnotic influence, but only in the hands of 
a properly qualified and specially experienced medical man. Under such 
conditions 1 believe it to be a valuable therapeutic agent. 

Somnolence. —Somnolence, or excessive sleepiness, as previously 
mentioned, occurs in persons of feeble intellect. Some old people also 
sleep a great deal. In cases of organic brain mischief, especially cerebral 
syphilis (Buzzard), and in some epileptic and hysterical persons, somnolence 
is met with {vide art. “ Hysteria ”). It has also been attributed to the 
reflex irritation caused by round worms, as the removal of these has 
caused the somnolence to cease. Some sufferers from anaemia, leukaemia, 
and myxoedema sleep too much, the last more especially ix the daytime. 

The sleeping sickness, or negro lethargy of the West Coast of Afridk, 
is, as its name implies, attended among other symptoms by drowsi¬ 
ness, which gradually deepens into somnolence and profound coma 
(see article on this disease, vol. ii. p. 479). 

. Dbe\ms and Nightmare occm* when certain cortical centres are 
active, whilst others are in abeyance. They fr^uently arise from indiges¬ 
tion ; but occasionally they are the forerunners of apoplexy or insanity. 
“The recurrence of a peculiar and unusual dream night after night. 


DISORDERS OF SLEEP. 


7Sf 


particularly if it is of a terrifying kind, should always aipuse suspicion ” 
(Macfarlane). A patient of mine, an old lady of eighty-one, had a 
most distressing drealti a day or two before an attack of right 
hemiplegia. 

The Night Terrors *of children arise in connection with alarming 
dreams. They usually occur in neurotic children, from one to four years 
old, during the first hour or t\fo after they go to bed, when the sleep is 
most profound. Dyspepsia is the commonest exciting cause. Children 
troubled with this affection need soothing by a mother or skilful nurse, 
careful dieting, a sVunachic mixture or powder, and a dose of bromide 
at bedtime for a few flights in succession to calm the cerebral centres of 
emotion. 

Sleep-talking or somniloquy, and Sleep-walking or somnam¬ 
bulism, are states in which the whole brain is not asleep, but certain 
centres continue in activity. Some persons, whilst apparently asleep, 
may even carry on a conversation, as if they were awake. 

Somnambulism, which has been described as an acted dream, runs in 
families, and occurs about equally often in the two sexes. The subjects 
of it can perform extraordinary feats, such as unlocking doors, walking 
in dangerous places, as on the edge of a precipice in the dark, scaling a 
partition of considerable height (8 to 10 feet) between two sleeping- 
apartments j and they usually do all this without injuring themselves. 

It is necessary in some of the worst cases to keep the patient in a 
room locked from the outside, to fasten all windows, and occasionally to 
chain one leg to the bed, so as to wake him if he begins to walk. The 
general health should, of course, be carefully attended to. 

J. B. Bradbury. 
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EPILEPSY 

The Name.—Epilepsy is a disease of which the chief feature is the 
recurrence of sudden brief attacks in which consciousness is lost, and with 
it the control of the muscles. In consequence the patient falls, and the 
malady received from our ancestors the apt symptomatic name of the 
“falling-evil” or “falling-sickness.” But the muscles commonly pass 
into a state of involuntary contraction, sometimes slight, but generally 
intensely energetic, fixing the frame in some strained posture, stopping 
the breath until the aspect is that of strangulation, and passing away in 
violent shock-like spasms which leave him in a stato of unconsciousness 
with life only not extinguished. To the Greeks it seemed that the attack 
must be the work of some unseen agent of demoniacal ferocity and strength, 
and hence they gave the disease the name of epilepsia, a “ falling upon,” 
as by a spiritual agent. This involved a theorefical pathology which was 
apparently absent from the simpler Anglo-Saxon conception. The same 
idea, however, is preserved to us in the popular designation “ a seizure,” 
and is not quite absent from the name applied so widely^in the descrip¬ 
tion of diseases as “an attack.” ,, 

Definition.—^More careful obseri’ation has shown that neither fall nor 
convulsion is a predominant or even dominant characteristic of the 
disease, common as each feature ia It has shown also that the attacks 
which constitute the malady present variations so great both in degree 
and in character, as to baffle every attempt to frame a cfinical definition. 
The only^efinition which embraces all forms is “ recurring attacks, sudden 
and very brief, of disturbances of some of tb& cerebral functions, acting 
on consciousness, which are not due to a cause outside the*^brain.” But 
this definition is at once too wide and too narrow. It would exclude 
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ases in wMch local spaam continues for hours, and it would include 
nany casra which must be classed as pure vertigo and not as epi- 
epsy, while it would AOt include the cases in which convulsions arc 
he result of a local injury to a nerve, cases which are, it is true, rare 
inongh. • 

A nearer approach ty adequacy may be found in the pathological 
lefinition that epilepsy is recurring sudden brief discharge of nerve 
inergy in some part of the cerebral cortex, not duo to the normal cause 
)f such discharge. Exceptions may bo taken even to this description, 
ind their character will appear in the sequel. A definition of epilepsy 
vould not indeed be worth even this slight attempt, were it not that the 
ailure may make ^me facts, to be mentioned presently, more instructive. 
The only use of dentfing is to enable us to see better what is on each side 
»f the line. But Nature, when she can, defines a country by a winding 
iver or a range of mountains. We like to ignore all this, and draw 
itraight lines. 

Pathological definition .—Accordingly it may be worth while to see 
vhat the pathological definition marks off. The sudden discharge of 
lerve force, so conspicuous in a convulsion by the muscular spasm it 
)roduces, may be traced also in all the minor forms of the attack. In 
be sensory centres it acts, as we say, “upwards,” so as to influence 
consciousness only, and may cause, for instance, an appearance of bright 
itars. When the attack consists of loss of sight, or simply of loss of 
consciousness, there is an apparent exception. We associate “discharge” 
.vith over-action. But over-action in one part may arrest action in 
mother. 

The sudden liberation of nerve energy in the gray matter of the 
cerebral cortex occurs in epilepsy without the normal stimulus. There 
s much in this statement that will render the facts of the disease more 
iignificant, although it is only possible to glance very briefly at that 
tvhich underlies it. 

The function of the nervous system, and especially of the cortex of 
the brain, depends upon a capacity for instant release of nerve energy. 
The instantaneous reflek action, the instant bound away of a frightened 
animal, prove that the gray matter must hold nerve force almost released. 
Releas^ from what 1 We must regard the energy of nerve and muscle 
which is excited by a touch upon the skin as a form of physical energy, 
^culiar beca&se acting under the influence of life, released and conducted 
in living tissues. It is probable that the energy from which nerve force 
is released is latent chemical energy; with this latent chemical energy is 
inter-atomic and inter-molecular motion, and that nerve energy is a form 
of transmitted motion by transmitted chemical processes. The reasons 
for thinking tMls I have stated elsewhere (1). 

The point for us now is that the nerve force must bt* ready for 
instant release in the gm^ matter. W’hatever its source, it must be held 
in a state of most delicate equilibrium by the restraint which keeps it un¬ 
released but ready. Indeed, there is good reason to think that, to use 
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a simile the ve^ls which hold it most be not only filled to the brim 
and delicately poised, but must be actually overflowing. Both the facts 
of tile constant process of nutritional change, and the evidence of constant 
activity in the nervous system, lead to the conviction that the readiness 
of the nerve energy is obtained by its constant overflow, that the chemical 
processes which induce its sudden generation are,.always going on in slight 
degree, and that only thus is it kept so as to be released at once in the 
needful degree. r 

But this involves a conception of extreme delicacy of adjustment between 
the chemical relations—the tendency of the atoms to unite in fresh and 
closer combinations and release their latent energy, that is, their surplus 
motion—and the attraction which keeps them from sc^ doing. It makes 
it easy to conceive that the slightest deviation from* the normal relation 
between the atoms and the molecules may bring these into a position in 
which the equilibrium is suddenly overturned, and a quick combination 
and sudden release of energy occurs. We can understand that this may 
be from that marvellous inherited tendency which produces such precision 
of correspondence between parent and child in the process of nutrition, or 
that it may be the result of acquired causes, from the sudden shock of a 
concussion, mental or physical, or of a cerebral lesion which has slightly, 
but only slightly, implicated the gray matter in a certain part of the 
cortex. Indeed, when we consider what the state of the nervous system 
miut be in its natural function, we cease to wonder that many persons 
become epileptic without any traceable cause, and our marvel rather is 
that all persons are not liable to such fits. 

The release is normally effected by a stimulus of a certain character 
acting in a certain direction among the complex molecules of the nervous 
system, the arrangement of which facilitates its transmission and action. 
In the lecture referred to (4) it is maintained that such a stimulus may be 
best regarded as atomic motion which, added to the prct existing motion of 
the latent energy, causes this to form the new and fresh combinations in 
which there is less constant motion. 

A morbid relation of the most delicate and minute character between 
the molecules may make them susceptible to motidn which comes by some 
other path which we do not discern. Discharge without the normal 
stimulus may not mean discharge without any stimulus: yet even this 
is possible; we can conceive that the defective equilibrium may entail 
a disturbance of the balance, when a certain point is relkched, and p 
discharge which has no other cause than the nutritional augmentation 
of its own tendency. 

The important fact thus is that an extremely slight derangement of 
the constitution of the nerve tissues may cause a liability to sudden 
'discharges of nerve force, slight and loctd or severe and wiUe. 

Becurrivg tendency constihUes the disease .—But another equally important 
fact must be recognised. The liberation of neavous energy involves the 
escape of some atoms of the nerve tissue which are at once i^placed from 
the plasma adjacent to them under the mysterious nutritional influence of 
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life. The rearrangement is the same, and yet not quite the same. It 
differs in just the degree and character to make the same release of nerve 
energy more easy. Ei»ery action paves the way for its own recurrence. 
The effect is greater the more frequently its occurrence. This is the 
secret of the acquisition of skill; it constitutes the physical basis of 
memory; it is this whiqk facilitates the repetition of a given morbid 
process, and this causes the recurrence of discharge which makes epilepsy 
a persistent disease. The recurrence of attacks is one great feature of 
epilepsy, and the recurrenco is in great measure the result of the previous 
attacks. Every lit is in part, at least, the result of those which have 
preceded it, and in part a cause of those which follow it. Hence the 
immediate cause qf the first fit mrist be regarded as the cause of the 
disease, although th8 essential cause is the disposition, that is, the state 
of nutrition, which makes such discharge possible. When equilibrium is 
unstable a trifling influence may overturn the balance, and cause an effect 
quite out of proportion to the apparent cause. The degree of instability 
may, of course, vary; and when it is not great the first attack may have 
been due to some cause of considerable power. Even then, however, we 
must ascribe the special effect to the special predisposition. 

Thrae considerations will make it easier to understand the causes of 
epilepsy in so far as they are comprehended. But one other important 
question must also be noticed. 

General and local change .—In what is called “ idiopathic ” epilepsy, that 
which is largely the result of inheritance, the morbid state consists in some 
trifling alteration in the chemical constitution of the gray matter in which 
the instability spoken of consists. But a similar instability may be the 
result of obvious disease. It is not indeed directly due to disease that 
can be seen in the damaged part, because for disease to be visible 
the destruction of nerve tissue must have made even morbid action 
impossible. But beyond the visible disease, whatever its nature, is a zone 
of altered nerve tissue in which the slightness of the change permits 
activity in altered form. In such cases the discharges spoken of may take 
place. Arising locally, they spread through the brain according to their 
energy, and then leave tendency to repetition, which involves parts un¬ 
affected by the primary disease. It is not customary to include under 
the term “ epilepsy ” active progressive brain disease, such as a tumour, 
even though it cause epileptiform convulsions. But there is a large cl^ 
qf cases in '^hich an old spot of disease induces such discharges, which 
may be slight or local at first, but spreading when more intense, and 
ultimately leaving a general disposition which may be hardly distinguish¬ 
able from idiopathic epilepsy. Although these cases are quite distinct in 
primary causation, they are not practically separable from those of idio¬ 
pathic epilepsy. 

Perpetuation of reflex awitwlsioKS.—A third group occupies «a curiously 
intermediate position. There are cases in which some local irritation, for 
instance in the intestinal canal—generally tapeworm—has excited “ reflex 
convulsions,” which had been so many times repeated before their cause 
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was temoved, that a persistent habit of brain function was established. 
Thk may happen even withput any inherited disposition. It is possible 
that some other influences, acting on the nervous scirstem from the outside, 
may have a similar result. Such cases do not ultimately differ in any 
important way from the common idiopathic disease, but it is necessaiy 
that their initial character should be discerned. , 

Source (if the discharge .—have spoken of the discharge of nerve energy 
as proceeding from the gray matter and not from the nerve-cells; and it 
may be noticed that nothing has been said of morbid changes associated 
with the idiopathic disease. The two omissions are connected in a 
significant manner. Up to the present time it has been a fundamental 
conception that the nerve-cells from which the fibres proceed are the 
source of the nerve energy which passes along the fibres that proceed from 
them. Apart from any opinion regarding the electrical nature of nerve 
force, the obvious analogy between the large cell as a generator and the 
sheathed fibre as a conductor, has aided in fixing firmly the conception. 
But the labours of histologists, of Max Schultze thirty years ago, and of 
Bamon y Cajal, of Schafer, and others in our own day, coupled with the 
known facts of physiology, make it necessary to relinquish this simple 
and attractive notion. We must, it would seem, regard the function of 
the nerve-cells as nutritional only. On them depends the life both of the 
processes, short or long, which conduct to them, and the long axis-cylinder 
process which conducts from them. Through the cell pass the separate 
fibrils of which the apparently homogeneous axis-cylinder really consists. 
These arise, without continuity with others, in the spongy gray matter; 
becoming associated in the “ branching processes ” they reach the ner\’e 
cell to pass through its protoplasm without interruption. We must 
regEird the spongy gray matter as the substance in which the nerve 
impulses arise under the influence of other impulses conducted to it; 
and we must therefore look to this, and to this alone, as the place in 
which any alteration exists that underlies the phenomena of epilepsy. 
The eyes of the observer hitherto have been fixed on the cells and 
on the cells alone. We do not yet know how to unravel the complex 
structure of the spongy substance so as to discetn the normal relations 
and aspect of its constituents. We are not yet on the threshold of the 
observation of such local disease as must exist in idiopathic epilepsy. 
Perhaps we never shall be. But it is at least easy to see why we at 
present know nothing of the pathological anatomy of the m&lady. Eve^ 
the aggregations of atoms which form the organic “ molecules,” under the 
influence of life, are far beyond our power of observation; so far, indeed, 
that a vast amount of change, involving extensive and constant functional 
disturbance, may result from a change in nutrition which cannot be 
I'ecognised by any means at our disposal. Any perceptible*’alterations are 
more likelycto be the result of the functional disturbance than the cause 
of it. Functional action involves local vasculaih disturbtmce, and this, if 
intense, may be manifested by such visible effects as are leen in the 
medulla oblongata in hydrophobia. But before we can hope to discern 
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that which is connected with the finer disease of the spoi^y gray matter, 
we miut first become conversant tvith its minute features under normal 
conditions. * • 

Causes. —^The preceding sketch of the etiology of epilepsy should make 
it easier to understand the facts of its causation, and should also make it 
unnecessary to dwell on tjieir significance. The most important impression 
which the reader should retain from it is that the conditions of the normal 
action of the brain involve a state of tension ready for release of energy, 
and a delicate equilibrium which makes the abnoimal sudden liberation of 
energy readily produced, either in consequence of a slight primary per¬ 
version of the conditions on which the balance depends, or a sudden and 
excessive shock t^ them. 

Heredity. —Epild^y is an inherited disease. Epilepsy and insanity 
certainly nui together in families. The general tendency to one involves 
also the tendency to the other, although not often in the sttme individual. 
In seeking for the family antecedents of epilepsy, it is found that insanity 
is the only other disease to be taken into consideration. Other neuroses 
have too many different connections, or these are of so common a kind as 
to be comparatively insignificant. But if only epilepsy and insanity are 
considered it is found that in half the cases of epilepsy there is a family 
history of one or both of these diseases. If the facts be gathered from 
the lower classes, who seek relief and yield data at the hosjntals, this 
association can only be traced in a third of such jmtients. But when 
cases are carefully investigated in private, the proportion rises to one-half : 
and even this estimate is doubtless below the truth. In the present 
generation the morbid facts are generally known, but uiipleitsant events in 
antecedent generations are often unmentioned in a family, and the know¬ 
ledge of them may thus be lost. 

Of diseases outside the nervous system, it is not possible at present to 
discern any which stand in a definite relation to epilepsy. Phthisis was 
once thought to be connected with the disease by some hereditary 
mechanism, and the cases of phthisis to be heiird of in the families of 
epileptics are many. But the ratio is not found to be larger than in the 
families of those who 'are not epileptics, and an investigation from the 
side of phthisis clearly showed that the apparent connection was due to 
the frequency of phthisis. In the same manner it is not possible to say 
whether inherited gout has an influence in the production of epilepsy. It 
is difficult ft) resist the eridence of a connection between inherited gout, 
migraine, and neuralgia; but the connection l>etwecn these diseases and 
epilepsy, although definite (at least so far as migraine is concerned), is yet 
so slight and infrequent as rather to oppose than support the idea that 
inherited gout is a factor in the production of epilepsy. That the 
individual subject of epilepsy may suffer more in consequence of tRe 
systemic disturbance of gout is of coiu^e intelligible withoj|t any causal 

relation. ^ * -i u u- 

The cdhsanguinity of parents necessarily intensifies the family habit, 
but there is rio evidence that it has any influence in producing the disease. 
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Such marriages are indeed far too rare to furnish any material from which 
an opinion can be formed. 

Sex .—The influence of sex at all ages is not great. For eveiy twenty 
males twenty-one females suffer from epilepsy. This is the result of a 
careful comparison of nearly 3000 cases, from which all examples of 
hysteria, not associated with true epilepsy, have })een excluded. In some 
small collections previously published malea have slightly preponderated, 
possibly from the inclusion of cases of syphSitic brain disease. 

Agt has a great influence on the pr^uction of epilepsy. This may 
indeed be expected from the tendency to spasm and conA^sion which is 
conspicuous in childhood, which lessens as the stability of full development 
is achieved, and is again increased during the changp with which the 
period of childhood ends. The periods of this chai%e, and of the first 
three years of life, are those in which epilepsy most frequently commences. 
One-eighth of all cases begin in the first three years of life, transient 
infantile convulsions being excluded. Not less than a quarter of the cases 
begin in the four years, 13, 14, 15, and 16, which, in the majority of cases, 
include the epoch of puberty. In the second decade, indeed, the malady 
commences as a continuous disease, in no less than almost half the cases; 
and in the first decade in more than a quarter: thus three-quarters of the 
cases of epilepsy begin before 20 years of ago. The third decade is 
responsible for anotW sixth, leaving only one-twelfth to commence 
after 30 years of age. But the persistently recurring fits may begin 
as late as 70 years of age. Yet only one case in 200 commences 
after 60. 

Sex and age .—There is apparently an absolute identity of the two 
sexes in the early period of embryon^ development. There is a similar 
correspondence between them in their nervous characteristics in the early 
period of separate existence, especially during the first two or three years 
of life. Yet the existence of a profound difference in the nervous system 
of the two sexes is shown by the fact that in cases of epilepsy commencing 
in the first ten years of life the females exceed the males by 8 per cent, 
and the difference is greatest in the first year, in which the males are 
little more than one-half the females. Puberty ha£ a far more profound 
influence on the nervous system of females than on that of males, and 
their excess rises, in the second ten years of life, to 20 per cent. With 
adult life the influence of sex is changed. In the third decennium the 
disease begins in the same number of males and females. Between 30, 
and 40 the males are for the first time in excess by no less than 20 per 
joent'. Between 40 and 50 their excess attains nearly 30 per cent, 
wtor 50 the same relation persists, but the numbers are too few to 
pittnait accurate comparison. Cases of idiopathic epilepsy begin in males 
up to 75, but almost, if not quite, exclusively in males. We may find 
an explanatif^n of these facts in the exposure of the nervous system to 
more constant strain of anxiety in men, but it may also be that some 
compensatory indisposition is developed in women who have ihaintained 
stability through the trying period of development. Certainly facts yield 
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but Certain nervous changes may already have taken place, in the higher 
centres, that had not yet invad^ indicating areas ; thus the appearance 
of the disease is sudden, though the detection of th{) morbid change is late. 
After the full recognition of the disease, we commonly learn from the 
friends of symptoms (now appreciated for tljp first time) which push 
back the duration of the mal^y. Such symptoms are the warnings, or 
prodrome, of general paralysis. These warnings may affect various parts 
of the nervous system, causing loss of po^^er or loss of control. I will 
consider some of the more prominent under the heads of mental, sensory, 
and motor warnings. 

On the mental aide is noticed some impairment of the most specialised 
accomplishments of the individual; thus the musician ceases to please 
his trained auditors, the artist’s work no longer comsa&ds a market, the 
artisan gets out of work, the soldier loses his good-character badge. 
There is, in fact, a loss of the highest power of adjustment, a kind of 
social ataxy which interferes with delicate social intercourse. 

Loss or defect in power of attention is very common. Loss of will 
power, doubt and uncertainty may simulate neurasthenia; and increased 
irritability, change in temper, abnormal susceptibility to the influence of 
stimulants of all kinds are of very frequent occurrence. Hysteria and 
“ nervousness ” may also occur long before the danger is suspected. Among 
the sensory warnings we may meet with defect in smell, sudden loss of sight of 
a temporary kind, similar loss of hearing, tempormy and local ansesthesise, 
formications, flashes of light, tinnitus aurium, and hallucinations or illusions 
of one or more of the senses; though in my experience these sensory 
warnings are not very common. Giddiness and so-called congestions of 
the brain may occur, or bilious attacks ending in vomiting or fainting 
fits. If such symptoms appear in patients who seem in other respects 
likely to suffer from general paralysis, they may be of value as warnings. 
On the Tnotm- aide there is often well-marked restlessness, or, occasionally, 
stupor or tmdue torpor with well-marked sleepiness ; slight and temporary 
aphasia, or loss of power of expression by speech, or by writing, or other 
defect of the kind, may occur, with some alteration in gait (ataxic or spastic), 
inequality in pupils, or change in muscular elet^^rical reactions. There 
may be convulsive seizures or partial palsies, such as ptosis, external 
strabismus, or loss of power in one limb. Besides these local or special 
troubles, there is often also a general indescribable change; the person is 
“ not himself,” he is tending away from himself. There miy be loss of 
recent memory, inability to transact business, confusion of thought, lols 
of animal spirits, or, on the other hand, an undue buoyancy with sleep¬ 
less restlessness. I believe the character of the coming general paralysis^ 
is generally foreshadowed by the nature of these earlier warnings, though 
* this is not always the case. * 

Lastlys I would call special attention to a group of warnings which 
might be considered with the symptoms of ^pcial Ataxy, but as they 
have especially important relations I prefer to place them apart. I refer 
to the moral perversions which in not a few cases precede the recognition 
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of general paralyeis. Crimes against morality and propriety are the most 
common, such as criminal assaults, indecent exposure, bigamous marriages, 
and the like; or, again, stealing, getting money under false pretences, 
and reckless conduct of business, with apparent fraudulent intent, may 
be the kind of backsliding. Faintings, bilious attacks, and attacks of 
“ petit ” or “ grand mal ” klso occur as warnings. 

The invasion may be‘apparently quite sudden, and it may appear first 
on the motor, the sensory, or the intellectual side. The first symptoms 
of the disease maybe but the sudden increase of any one of the warnings. 
A fit of one kind or another may be followed by all the mental and 
physical signs of general paralysis. An attack of mania, whether this 
be of the simple emotional or of the delirious form, may pass into general 
paralysis. Melarftl^olia, or mere silliness, may be the earliest feature 
of the disease. In rarer cases “ folie circulairo ” or alternating insanity, 
systematised hallucinational or delusional insanity seem to initiate the 
(hsease; the fact being that the degeneration vai-ies in the part of the 
brain which is chiefly and earliest affected, and consequently the earliest 
signs of the disease vary. To sum up : the disease may be recognised 
suddenly, and any form of mental, motor, or sensory disorder may 
appear as its first symptom. In some cases the patients seem to have 
been peculiar for many years, or even to have shown symptoms from 
early youth which, becoming exaggerated later-, prove to be forerunners of 
general paralysis. 

Forms of general paralysis.—Though various authors, including 
Dr. Mickle, have described certain special varieties of disease in which 
specific changes in the nervous centres are connected with definite mental 
disorders, I have not been able to satisfy myself that these divisions can 
1)0 definitely made. It is convenient, however, to recognise the fact that 
the symptoms generally combine in one or other of the following clinical 
groups :—(i.) Acute or galloping general paralysis ; (ii.) ordinary general 
paralysis, with mania and exaltation of ideas; (iii-) melancholic-hypo¬ 
chondriacal or stuporose general paralysis; (iv.) progressive dementia 
with general paralysis; (v.) general paralysis of the double form; (vi.) 
spinal general paralye^js, that is, beginning with ataxic or spastic symp¬ 
toms ; (vii.) general paralysis in woman ; (viii.) developmental or adoles¬ 
cent general paralysis; (ix.) senile general paralysis. 


> Forms of Insanity in General Paralysis 
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(i.) Acuie or gallopmg general paralysis .—The chief characteristic of this 
disease is the rabidity with which the whole of the symptoms, both physical 
and mental, may run through their course, and end fatally. The causes 
of death may have been long at work: signs of mental decay, indeed, 
may have been passed over as unimportant till the catastrophe revealed 
them in their true light The tinder was dry lor the spark, and destruc¬ 
tion is the result In some cases death has taken place in six weeks, 
in others in from three to six months. In one group of such cases acute 
delirium or acute delirious mania ushersin the disease, and probably 
some of the fatal cases of delirious mania are really cases of acute general 
paralysis. A sudden febrile illness, a sudden moral or physical blow, or 
a fit may start acute general paralysis. Acute delirious mania, or a most 
remarkable state of restless activity, with some rise jn temperature, sets 
in; the tremor of the muscles about the mouth is generally well marked, 
the defect of speech is early and well marked, emaciation rapid, face 
flushed, and the expression anxious; excitement is rapidly followed by 
mental weakness, loss of vesical and rectal control, bedsores, rapid 
exhaustion, and death. Fits are not, in my experience, common in this 
form of the disease, though they may initiate it. 

It is interesting to note here that a certain munber of patients who 
have acute delirious mania recover; certain others are left permanently 
weakened in mind, and a few pass from acute delirious mania into genera^ 
paralysia The general paralysis thus started by delirious mania is not 
always of this acute and rapid kind, but may belong to either of the 
other forms. 

Typical case of General Paralysis ,—The following is a specimen of an ordinary 
case of general paralysia A married man of aboirt 45, of active habits and with 
plenty of ability, not belonging to a neurotic family, who in early youth had 
been a free liver, fifteen years before had contracted syphilis, of which he thought 
very little, as he had few or no constitutional symptoms. I^e married when the 
danger of infection had passed, and for some time he indulged very freely in 
sexual connection; but he steadied down and was a thoroughly good and respected 
man of business. Certain severe money losses, due to no fault of his own, worried 
him, broke down his sleep and appetite, and he sought relief in alcohol. He 
complained of headache and loss of power, and was regarded as neurasthenic. At 
this time rest and travel were advis^. He was very emotioiud, even hysterical; 
at other times he was apprehensive and hypochondriacal. Change and rest, how¬ 
ever, seemed to set him up, and in two or three months he returned fg work &irly 
well He fell down unconscious in “ epilepsy ” ; from this attack he recovered* 
in a few days, but some defect remained in his ^ech; he hesitated, and did 
not articulate clearly. Now he took more prolonged rest, and when he came 
back to town all his Mends were struck with his buoyant, exuberant health ; 
and he said he felt better than he had felt for yeara This feelii^ of buoyancy 
lad to amorousness, and not content with home he got into bs;^ company and 
scandal aros^ He rapidly became intolerant of interference, irritable, and 
passionate. This state of unrest ended in a snddej^ outburst of mania, with 
violence and extravagance, during which endless telegrams and lettess were sent 
to distinguished persons to whom he was unknown. Sent to an a^lum, he fell 
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at once into all the ways of the place, making himself the agreeable frieml of one 
( and all, and never seeming to tire in his work and play. By tMs time, however, 
the change in his expression and in his aspect was well marked : his gait was 
altered, his pupils unec^l and sluggish, his writing changed and speech 
clipped. Every available piece of paper was seized for voliuninous scribbling. 
StiU little or no change was iRen in his temperature or in his general circula¬ 
tion, though after exercise his breathing secerned to get shorter. He had lost all 
his finer acquirements, and though he would sing, or play on the piano, his 
j)erformance8 were feeble and faidty. Memory was failing, but still was fair; 
however, he had no power of appreciating his own condition, and still thought 
himself in perfect healtli. Sleep was profound and appetite goo<L This period 
of excitement lasted for a1x>nt four months, to be i-eplaced by a phase of general 
dissatisfaction with his position and surroundings. He complained incessantly 
tliat he ought nevef io have been brought to an asylum, and he appealed so 
constantly for release that at last this was granted at the wish of his wife. At 
home he was exacting, irritable and unstable. A change into the quiet country 
was tried with marked gain, but a return to London was followed by another 
but much slighter fit which left the mind much weaker, and the patient 
now exhibited the characteristic “ facility.” He would read childish novels and 
cry over them, go out for the same walk daily, and Vxs perfectly satisfied with 
himself and his surroundings and excursions. Sleep 1x*ing very good and 
appetite greedy, he got very fiit, his face lost expression, and his skin Imcaiiie 
sallow and greasy. This calm continued for six months, when a severe fit 
of an apoplectiform character left him for some days hemiplegic and aphasic. 
These symptoms slowly passed off, but the man now began rapidly to lose 
mental and bodily strength; he laughed to himself, was neglectful of cleanliness, 
occasionally lost control of rectum or bladder, and ate ravenously without 
mastication; at times h« was irritable, but too weak to give much trouble. 
He got thinner and disposed to liedsorcs over the sacrum. While trying to get 
out of his chair he fell, and a rib was fractured, but no complaint ol jiain was 
made. Soon after other fits occurred, and for some days he was in a “ status 
epilepticua” One arm was now noticed to lie contracting, and he was too help¬ 
less to sit up. * 

The second and tliiid stages had occupied a year; the bed-ridden paralytic 
state continued for six or seven months, during which his limljs contracted. He 
seemed quite unconscious of his surroundings ; still the organic rcflexwi jieraisted, 
so that anything placed *on his lips caused a swallowing movement. Thus 
liaralysed, emaciating, and incontinent of urine and stools, recognising no one, 
he remained till the temperature rose, with pneumonia at the Ixuse of one 
lung; this rapidly spread, and with a temporary gleam of re^n liefora his 
death he died Quietly at the end of about three years from the time the disease 
"*as first fully recognised. 

, (ii.) The ordinary maniacal general paralym .—It is almost always 

preceded by a slight period of depression, which often assumes a hypo- ^ 
chondriacal asjiect. It then resembles orfinary mania, nearly always 
associated with exq^sive benevolence with the most wonderful^xaltation 
of ideas. The exaltation^s all but universal, so that the patient bcheves 
himself to be wealthy, beautiful, a poet, an author, an athlete, and an 
immortal. Restlessness is also well marked in these cases, but next 
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to expansiveness probably “ facility ” (as it is called by Dr. Clouston) is 
most characteristic. The patient, though believing himself to be so mighty, 
yet, like a child, is very readily diverted from onp Buhject or purpose to 
another. The mania assumes the emotional or hysterical aspect, and the 
more marked this is the greater the chance of remission. . The second 
and third stages are alike in all the various foms. 

(iii.) The melancholic form of general paralysis is not always easy of 
detection. In many cases, as already sai^, there is a period of depression 
which may be of very short duration. General paralysis may bo associated 
with any of the various forms of melancholia. Thus active resistive 
melancholia, and melancholia with stupor, may be met with. Hypo¬ 
chondriasis is very common in general paralysis,* and I have seen 
melancholic patients with extreme enlargement of id^—as, for example, 
to imagine such an occlusion of the bowels that if they bm’st—as they 
must—the world would be flooded by the eruption. One such patient 
believed himself to be a mass of syphilis, and that he would give the 
disease to hundreds of men in the city. In my experience hypochon¬ 
driacal notions of bowel obstruction are common in the melancholic 
forms of general paralysis. 

In many cases of melancholia there is great diflSculty in getting the 
patient to speak or to put out his tongue, and consequently it is often hard 
in the earlier stages to form a diagnosis. Not infrequently I have been 
misled into thinking the case to be one of simple melancholia till I found 
the patient, though making constant complaints, was getting fat; then it 
was found that his pupils were unequal, his speech was defective, and his 
reflexes abnormal; or perhaps the onset of fits cleared up the diagnosis. 
Not only marked melancholic symptoms but even “ persecution mania ” 
may be an early symptom of general paralysis. I have known one man 
who with all the physical signs of general paralysis only exhibited simple 
weakness of mind and the delusion that he had scabies, which he was 
always anxious to show to all visitors. Another man was very dangerously 
suicidal because he thought he was infecting the city, and that therefore 
crowds were waiting to lynch him outside his house. Though suicide is 
not common in the ordinary general paralytics it* may occur in the melan¬ 
cholic and persecuted patients. 

It is of great importance in this group to recognise the want of pro¬ 
portion between the bodily and mental symptoms: thus if a man 
complaining of being miserable, of being obstructed in hi^bowels, or of 
being persecuted by his enemies, yet eats well, sleeps well, and gaihs 
flesh, he is either a chronic melancholic or possibly a general paralytic 
passing into dementia. Remissions are less common in the melan-^ 
cholic than in the maniacal form of general paralysis; fits of various 
kinds may occur, and there is generally a tendency to fatness and 
dementia^ 

(iv.) Demented farm .—Whereas most genera], paralytics pass ultimately 
into dementia, some of iihem pass into weakness of mind from the 
outset, being from the first dull, heavy, indolent and sleepy. Although 
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they get weaker as the disease advances, yet they rapidly fatten and are 
' very liable to fits. In some the first stage is one ratheiPof mental con¬ 
fusion than of mental ^defect, but dementia comes on later. Some of 
these demented cases begin with fits. It has been pointed out elsewhere 
that the progressive stages of general paralysis are summarily represented 
in the stages of drunkenness; for alcohol will make one man emotional, 
amorous, or pugnacious, another sentimental and lachrymose, and a thiiti 
merely stupid. ^ 

It is common to meet with cases of general paralysis of the simple 
progressive demented type in general hospitals, and many such are 
treated at home as cases of “ softening of the brain.” It must not be 
forgotten, however^ that the most placid and docile of patients may sud¬ 
denly become violehf*and maniacal. 

(v.) Circular farm of general paralym. —^This is to my mind the most diffi¬ 
cult of all forms to detect and to define. It is among those suffering from this 
form of general paralysis that so many “ cures ” are recorded; and it was 
not till I had been misled several times by such cases that the nature of 
the disease dawned upon me. This variety may be described in a very 
few words, but the description will not prevent misbikes being made over 
and over again. A patient (all mine have been men), of the age and with 
the ordinary history of general paralysis, becomes very extravagant and 
exalted; he will boast, rush about the town, give presents, make love, 
drink, and get into the hands of the police; in jail or in an asylum a 
diagnosis of general paralysis is made, but he slowly improves, expresses 
gratitude and contrition, and is sent home “ well,” the doctor believing he 
has made a mistake in diagnosis. A year later the imtient is seen again, 
but now is in a state of profound melancholia with refusal of food, 
and the physician feels sure that his original diagnosis must have been 
wrong. Slowly this melancholia passes off again, to be followed, after 
an interval of varying duration, by acute mania, resembling the 
previous attack even in its minutest details; this gives way again to 
calm, and perhaps to a second “ recovery.” After the lapse of several 
years the patient, however, presents the physical and mental signs of 
general paralysis, of which disease he dies. I do not know any way 
of avoiding mistakes in these cases beyond careful observation of the 
physical signs. 

(vi.) Spinal general paralysis. —General paralysis may follow symptoms 
of tabes doftalis which may have lasted for some years without any 
^parent mental defect; or it may bo preceded by marked signs of spastic 
paraplegia. It is possible that general paralysis may follow disseminated 
sclerosis; I have seen such cases, but I am in doubt about the affinity of 
the two diseases. It is thought by some authors that peripheral neuritis . 
—whether dtle to injury, lead, or alcohol—may give rise to general* 
pairalyeis; and accordingly a form of general paralysis of ai^ ascending 
propagat^ course is desmbed. 

(vii.) General paraiysK in women. —It used to be doubted whether 
general paralysis ever occurred in women, and it is certain that women 
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of the educated classes rarely suffer from it. I think there is no longer 
any doubt bift that even gentlewomen suffer, though to a much les!i 
degree than men. There are no special symptoo^s to separate the general 
paralysis of men from that of women. It usually occurs rather earlier 
in life, it has a tendency to last longer, fits are not so common, and 
dementia sets in earlier, the patient rapidly passing into a quiet childish 
state. I think the reflexes, as a rule, are much more exaggerated in women, 
and it is rare to meet with ataxic symptoms; this is the more interest¬ 
ing when we remember the rarity of tabes in women. Women may 
menstruate up to a very advanced stage of general paralysis; even in 
the second stage they may bear children, become pregnant and be 
delivered normally. Children born of general paralytic parents (of 
either sex) will probably show signs of degeneracy^ they may be idiotic, 
imbecile, or vicious. 

(viii.) Developmental or adolescent general paralysis wiU be described 
herhafter by Dr. Clouston. I have seen several such cases, the majority 
having been taken at first to be cases of disseminated sclerosis, and it was 
not till later that suspicions of geneml paralysis arose. This form may 
occur in children from twelve years upwards j I see no reason why infants 
should not also suffer. The progress of the disease, in my experience, is 
not rapid; but dementia appears early, and there is rather a gr^ual decay 
than a disorder of the intellect. Paralysis soon occurs, fits are not 
uncommon, and the patients slowly die exhausted. 

I have never yet met with such a case in which there was not evidence 
of parental syphilis—a very interesting fact in connection with causation 
of the disease in the adult. 

(ix.) Senile general paralysis .—This variety is not recognised by many 
writers, and I am not inclined to regard it as a very distinct form of the 
disease. I have already pointed out that progressive decay of bodily and 
mental functions is the essence of general paralysis, and the same may be 
said of senile dementia ; but the latter is rather a normal extinction of the 
higher functions, while the former is a premature and unnatural decay. 
It is recognised that some senile persons, mostly men, exhibit a wild, 
excited, and extravagant train of symptoms, during which they waste 
their money, go in for sexual debauches, drink, and behave like general 
paralytics; yet in most of these there is not the universal benevolence 
which is common in general paralysis, nor is there the marked defect 
of articulation; the physical weakness is rather paral^ic from the 
first than mere enfeeblement. The memory, too, is more affected ^n 
dementia than in general paralysis, and if fits occur they are more 
probably apoplectic than epileptic. There are cases, however, in, 
which all the symptenns of general paralysis occur in patients over 
sixty, and such cases must be called cases of senile gefieral paralysis; 
and I kpow no limit to the age when true general paralysis may 
occur, for as age is a relative term so the diseases of old age must be 
relative also. 
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Ages of Onset of General Paralysis* 
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Duration of the»di8ease and of its stages. This may vary from a few 
weeks, in the acute ^erm, to many years in some of the chronic forms, 
or in those in which prolonged remissions have occurred. I have found 
the average duration in private cases to be about three years from the 
first diagnosis. Taking the history of the warnings and the ^rly stages 
of the disease, I should estimate its duration in private patients of the 
upper class at about five years from the very beginning to the end. I 
have known of one or two undoubted cases which lasted from twelve to 
twenty years. I am inclined to think some well-marked cases never 
advance beyond the prodromal stage, that indeed there may be an esirly 
arrest of the process; and I believe that in occasional eases arrest may 
occur during either of the other stages; at any rate complete remissions 
may occur during the prodromal stage, the stage of excitement, or the 
stage of paresis. I know of no guide to the probable duration of the 
various stages, and I do not think there is any definite proimrtion between 
the length of the several stages. Cases which liegin with very acute 
mania, excitement, and exaltation more frequently present remissions; 
cases beginning with steady loss of mental power rarely, if ever, have 
remissions; but the disease may be arrested. In a remission not o»uy 
there no progress of the disease, but also a gam of power; in arrest the 

progress is stopped but no gain is made. „ , . 1 

Symptoms:— First I shall take those which may be cidled the more 
characteristic, and refer later to the less common symptoms. The only 
absolutely characteristic symptoms are 

sive dementia, states which scarcely need any descnptiom On the mento 
side we find loss of the highest self-control, which is shown in different 
ways in diffeftnt persons; there is a loss or defect in 
mSst special acquirements-loss of power of self-judgment, and of judg¬ 
ment iraffairs, often engendering extrava^nt notions of 
iind power. The emotional instability is also a result of defect of control. 
Will^Mwer is in defect, so that the patient is facile and 
there is defect, too, in the registration of recent impressions (loss of lecent 

sensory side t^ere is frequently some Iom of a 
and occasionally hallucinations or illusions; these again may be temporary 
or recurring. 
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'I On tlie moJx)r side there are defects of facial expression, of speech, 
of writing, of gesture, and of gait. 

On the nutritional side the higher or move organised tissues are 
replaced by fatty or degenerative products. There is also tendency to 
vascular and circulatory changes. The blood itself, believe, undergoes 
some obscure alteration. , 

Loss of the highest mental control permits many impulsive acts and 
emotional outbreaks. An external impresrion may lead directly to an im¬ 
pulsive act or to a sudden emotional outburst—mere reflex acts uncontrolled 
and undirected; most of the earlier symptoms depend on this defect of 
control, which shows itself also in a loss of delicacy in performing the 
most refined and specialised acts. Tact and accomplishment are lost; the 
artist is no longer exact in drawing or sensitive in'colour; the musician 
loses sense of time and harmony; the arithmetician is no longer nimble in 
computation; the clerk is slow and awkward in his writing; the actor loses 
the versatility and mobility of his features; the artisan is discharged for 
careless work; the domestic servant gets into disgrace for frequent 
breakages. The finer defects may run together in several lines; thus 
the clerk may write badly, speak thickly, and walk awkwardly; and the 
artist may be deficient not only in his own special art but in related 
acquirements also. 

The defects in the highest control may be progressive, or they may be 
well marked up to a certain point and then seem to be arrested. There 
may be remissions also in the individual symptoms. The loss of self- 
knowledge is a veiy important symptom ; for, although it is common for 
persons of unsound mind to fail to realise that they are unlike themselves 
and unlike others, this lack of self-knowledge is most marked among the 
general paralytics. The general paralytic seems incapable of knowing 
himself, and of recognising or comparing his past and present states. No 
amount of experience enables oven a medical man to recognise the disease 
in himself, though he may indeed have been an asylum medical officer. 
Such a one may be hypochondriacal at the onset of the disease, and in 
dread of it; but, when he has once passed into the buoyant stage, he is 
quite incapable of realising his state, indeed will take a visitor round his 
wards and point out other patients who have similar symptoms to his 
own, without being able to recognise them in himself. This want of self- ' 
knowledge leads also to the grandiose ideas, the egotism, and even to the 
change of notions as to personality which partly depend on them. Patienj'/S 
may lose the feeling of self, and this may go farther, so that they have 
confused ideas of their own identity, and may even lose themselves alto¬ 
gether. I have met with patients who sought for themselves, and even* 
took off their clothes to see if they were really there. 

Megalomania .—Exaltation of ideas may depend on loss of thought- 
control, eSch idea, as it passes through the mind, being seized as real and 
appropriate. The mind is thus coloured by every passing wave of thought, 
and naturally assumes the happy guises of the great. * 

Exaltation, though common in general paralysis, is not invariable, nor 
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is it confined to this disease.. It may be present in ordinary and in 
alcoholic mania, in delusional insanity, and in paranoia; t6e exaltation of 
general paralysis differsn however, from the other fonns in its universality 
and benevolence. The general paralytic at one moment is an actor, at 
another a bishop; ,ge sees po inconsistency in being at once a god and a 
jockey, a poet and a millionaire j as a rule he is benevolent in his exalta¬ 
tion, being willing to grant power and wealth to those about him. The 
patient with monomanm of grandeur as a part of delusional insanity is 
usually content with his one great idea, and is not in the least disposed 
. to give up his power or to share it with others. 

Exaltation is not only associated with the maniacal or expansive form 
of general paralyse, but may occur also in the other forms of mental 
disorder which maj* form part of it. I have met with melancholic 
general paralytics who have thought that millions of devils were torturing 
them j and I may refer again to more than one patient who supposed his 
bowels to be obstructed by millions of tons of fteces. In otW cases 
delusions with ideas of persecution have been associated with notions 
that all the world was in league against them. 

• It is noteworthy that in general paralysis there may be a dual 
consciousness, so that while the patient talks of his millions of gold and 
diamonds he may yet remember the state of his balance at the bank, and 
act consistently therewith. 

Mieromania is a name used in contrast to megalomania and to indicate 
what Dr. Mickle calls “ belittlement.” This occurs more frequently in 
general paralysis than in any other form of mental disorder; but it is 
rare even in this. The patients say they feel so small they can go under 
doors, or they can get through cracks and keyholes. This feeling of 
belittlement may be associated with some cutaneous ansesthesia; as the 
opposite idea of greatness or swelling of body may depend on hyper- 
aesthesia. Mieromania is met with in certain other cases, but chiefly in 
senile degeneration, or mental degeneration of one kind or another. I 
have met with senile patients who spoke of themselves, and of all about 
them, as “little things.” 

Emotional instability very rarely absent in general paralysis, and is 
often one of the earliest symptoms; there is a tendency to exaggerate 
both the joys and the sorrows of life; usually it is marked by increased 
irritability, so that the formerly docile, gootl-tempered man becomes hard 
to live with.'* In rare instances the change is of the opposite kind, the 
bad-tempered man becoming more easy to manage. Crying and passion 
are both common in general paralysis, and it is well to remember that 
hysteria occurring in a middle-aged man is very frequently an early 
sjnnptom of general paralysis. 

The g^ei%l paralytic is pleased with a feather and tickled with a 
straw ; he wiU sob over the penny novel and weep over th«k vulgarest 
drama. The ease with q(hich men are affected by emotional causes is a 
gauge to thdlr stability, and is a good indication of the decay produced by 
age or disease. , 
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The defect of vM-power, already described as one of the well-marked 
features of the disease, and the fcicUity (of Clouston) are seen not only in 
emotional weakness but in the want of will which nmkes it often easy to 
guide these patients for their welfare; determined and obstinate perhaps 
if argued with, they may be diverted by changing the direction of their 
thoughts. Want of will may show itself in pome cases as true folie de 
d<nUe. 

Menwry is affected in very various wjiys: one of the earliest com¬ 
plaints made by patients themselves is that their memory is not what it 
was; but, as this statement is made by most men over forty-five, it does 
not attract much attention. Often the memory seems to be more 
seriously affected at first than later, probably becaiise fewer calls are 
made upon it; the loss of memory is slow and progi-essive, in some cases 
the defects suddenly follow fits, which may leave a distinct gap. It begins 
with failure in the more recent and more isolated facts; then it leads to 
a strange jumble of ideas and a mixing up of the past with the present— 
the real with the ideal. The memory may seem to recover itself during 
remissions. Generally speaking, the loss of memory is not nearly so well 
marked as in alcoholic paralysis. 

On the senm-y side there is usually loss of acuity in one or more of 
the senses, but it is not common in general paralysis to come across cases of 
progressive failure ending in complete blindness or deafness; though I 
have often met with cases of more or less complete blindness, or deafness 
of one ear, which has proved transitory. There is no special change in 
the discs associated with the disease; in some cases there is an excess of 
vascularity in the early stages, in others atrophy ; and in some the vessels 
seem to be placed in channels which have rather dark lines along 
their edges. Sometimes, towards the close of the disease, there is marked 
optic degeneration; at others temporary or permanent blindness will affect 
one or both eyes. It is probable that in the optic nprves, and in other 
peripheral nerves, degenerative changes generally take place if the patient 
live sufficiently long. 

The pupils are generally unequal; the inequality varying, one pupil 
being larger one day, the other another. The^ pupils are frequently 
irregular in outline, but the most important point, in my opinion, is to 
ascertain whether they react to light and accommodation. We often 
meet with ataxic symptoms in which some reaction to light or accom¬ 
modation is retained, though this is much less than normal; ^nd there is 
little proportion between the spinal and the pupillary symptoms. It is 
common, however, to meet with small pupils in cases which began with 
locomotor ataxy; and it is also common to see dilated pupils in rapid 
cases, and in the later stages of the disease. There is no direct relation 
*between the mental symptoms and the dilatation of the pupill; nor is there 
any direct «onnection between the dilatation of the pupil on (say) the left 
side and the exaltation of ideas. The pupils, thei% are generally abnormal, 
they vary from time to time, they generaUy react defectively to both 
forms of stimulat^op, and they are often irregular and eccentric in form. 
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It has been taught in France that in general paralysis there is loss of 
power to detect pepper. I have tried to find this synl^tora bnt have 
failed, and I do not attribute any value to it. Many cases of hyper- 
sesthesia have been described, and I have met with a few. In some there 
is only a local sensitiveness, which in most cases passes ofiF; in other 
cases patches of anaesthesia occur, as I shall state presently, but as jet 
we can attach no special value to these symptoms. 

Headache or head tenderness, neuralgia, and other nerve pains have 
been described by Batty Tuko and others; but it is not a common ex¬ 
perience for me to meet with these. 

Hallucinations and illusions of the various senses may be present at 
any time of the eanlier stages of the disease. In my experience they are 
not so common as Ai« other forms of mental disorder; but it is a mistake 
to think that they are rare. Dr. Mickle says that more than half his 
patients had hallucinations during one period or another. Those of sight 
and hearing were the most frequent, and were about equally common. 
Many general paralytics say they see and hoar things, as the outcome of 
their boastful delusions; they think they arc God’s messengere, and must 
therefore hear from Him. There is nothing special in the character of 
the hallucinations, which may be single or multiple, pleasant or painful, 
constant or occasional. In some few of my own cases the hallucinations 
followed the same course as in systematised delusional insanity, and were 
associated with ideas of persecution, of spies or detectives, of whisj)erings 
and annoyance. 

Common sensibility may be reduced or almost annihilated; I have 
known patients rub holes in their bodies or their limbs; and one case of 
a man who slept placidly while his hand was Iming roasted. It would 
seem that there may also be deficient reflex sensibility, so that in them 
there is an especial danger of choking by the food in the throat, which is 
not duly stimulated to swallow. 

The disorders of maseviar «• motor control are many and character¬ 
istic j they are of two classes: the passive, as seen in defective reaction 
and defective expression; and the active, as seen in disorders of articula¬ 
tion, writing, and gestpre. The face wears a mask, the cheeks arc 
Sabby without lines or folds; in some cases the patients look as if they 
bad blown out their cheeks, in others the frontal muscles have to be 
fixed before the rest of the face can be moved. Besides loss of expression 
there is loss*of control, as seen in the very tremulous over-action or ill- 
directed action. In many cases in which the knee-jerks are exaggerated 
there is also great excitability about the facial muscles; the tremor is 
usually most pronounced about the mviscles of the lips, the tongue also 
being very greatly affected j for a time indeed it is ataxic, so that its 
movements ar# irregular and awkward. There may or may not lie 
fibrillar tremor, but I do not think this is very common. Tjje ton^ie 
from being ataxic becomes more paralysed and rests on the teeth, taking 
an impreasioK from them along its sides. Certain words are not readily 
pronounced. I believe it will be found that some general paralytics fail 
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in the labials, others in sibilants or dentals. Tremor of tongue and 
difficulty in speech are greatest after mental or moral excitement, and 
after eating. There is often loss of control over the cheeks and lips, so 
that saliva flows over the chin, or food collects about the gums. 

Various forms of disorder are associated with the function of mastica¬ 
tion; thus there is often a tendency to smack the lips, or to movements 
like sucking, grinding of teeth, or swallowing. The grinding of the 
teeth may go so far as to fracture them. , 

The handwriting in general paralysis is almost pathognomonic. In 
the earliest stage the patient often writes voluminously in a rather shaky 
hand, and it is noteworthy that the words are often left incomplete; 
syllables are omitted and the letters are not attached one to another. 
In some cases, however, the handwriting improves dn legibility, for the 
patient, finding his inability to write quickly, begins to write largo text 
like a child; yet even then the letters are often separate, and the words 
shortened. Although the writing has much the character of that of 
an old man, in this latter case the shakincss is not associated with the 
separation of the letters. In alcoholism, however, the shakiness and the 
elision or dropping of letters may occur together. 

Muscular defect in gesture is seen in the orator and the actor, and 
may give way to ludicrous exaggeration of the natural expression. The 
gait varies greatly, there being many grades between the extreme ataxic 
and extreme spastic walk. In some cases the symptoms may vary, so 
that a patient who at one time seems hopelessly ataxic, at another may 
lose this weakness. In many cases the symptoms differ on the two 
sides. There is very often a great restlessness, which on the muscular 
side is seen in incessant movement or perpetual writing of letters. 

Knee-jerks may be absent, normal, or exaggerated; or they may 
differ on the two sides : they may also vary from time to time. 

FUs and Palsies .—During the progress of general paralysis fits occur 
commonly, but by no means universally. These may be the earliest 
symptom, though more frequently they occur in the later stages of the 
dise^. The attacks have been called, according to their severity, con¬ 
gestive, epileptiform, or apoplectiform seizures. - 

I have already pointed out that the occurrence of hysterical fits in 
middle-aged men is of serious import; I need only add here that it is 
not uncommon to meet with cases in which hysteria was the first 
symptom of general paralysis. A hard-worked man whb has had a 
great deal of worry and anxiety, when consulting the doctor, bursts into 
tears, sobs, then laughs, and for a moment cannot speak. Such emotional 
instability may precede the other symptoms by a year or more. 

A slight attack of giddiness, some temporary loss of consciousnest 
similar to that of petit mal, sudden transient loss of speech, blindness, oi 
deafness ^y mark the onset of the disease; such symptoms pass off anc 
recur. They may be present, under stress of mind or body, at irregulai 
intervals several years before the other and more easily recognised 
s}nnptoms of general paralysis are noticed. 
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Congestive or other seizures may start the active mental disoitler: 
thus directly after a fit a man may show great mental Excitement; hut 
in the great majority of cases the fits first appear after the patient 
has passed into the second stage; so that some have spoken of this as 
the “ fat, fatuous, and fitty stage.” It is common experience that 
patients grow fat before^ the onset of the fits. There may be slight 
warnings, resembling attacks of petit mal, before severe apoplectiform fits 
occur; but this is by no me^ns constant, as the first fit may be very 
severe, or even fatal. It is common to meet with some gastric disorder 
immediately before the fit, and increase of temperature is not an unusual 
warning of this dan^r. The fits are very irregular in their recurrence; 
and though for some time, affecting the same centres iis epileptic attacks, 
they may present* similar features, yet it is common to meet with fits 
whieh do not affeet the same parts in their recuri’ence. The seizm'es 
may continue for days together, the patient remaining in a sfu/as 
epilefticMS. Fits are most common toward the end of the disejise, and 
are often the immediate cause of death. As a nile, marked mentid 
degradation follows the onset of the fits, but in a few cases I have met 
with temporary improvement after epileptiform seizures. 

Though the seizures may be most marked on the sensory, motor, or 
vaso-motor (or “ organic ”) side, yet, as a rule, in complete fits all these 
})arts are affected. I have seen several cases in which temporary loss 
of sight or of hearing, generally on one side, has preceded other and 
graver symptoms; in others local or general hyperaesthesia was present. 
On the motor side sudden loss of power in one hand is the most common 
failure, though occasionally speech may be embarrassed while conscious¬ 
ness remains perfect. I think very gravely of any temporary loss of 
power occurring in middle-aged active men. 

It is not uncommon to meet with so-called “ bilious attacks,” which 
may have a vaso-motor origin. 

The fits vary greatly in form and in degree. I have alrcadj' sjmken 
of the slight passing attacks which occur most frequently in the earlier 
stages. 

Next in order are i^e epileptiform fits, which cannot by inspection be 
distinguished from true epilepsy. They are most commonly associated 
wth complete loss of consciousness, though I have seen a patient con¬ 
vulsed while at the same time he was conscious, and wjus swearing at his 
disorderly Umbs. 

* As in epilepsy, these fits frecpiently start in a definite spot and 
follow a definite line of development; but this is not always the case. 
The epileptiform fits may pass off rapidly, leaving the patient tired, but 
ignorant of what has happened; but^ as a rule, the epileptiform fits of 
general paralysis leave more physical and mental weakness behind them 
than a similar nervous discharge in epilepsy would do. . 

While the result of an epileptiform seizure is more marked in general 
paralytics than is a simuar fit in an ordinary epileptic, it will be seen, on 
the other hand, that the apoplectiform seizures in them are followed 
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by less marked and less permanent disorder than is a true apoplectic 
fit. ' 

I need not describe the character of the epileptiform fits themselves, 
as they start from the same centres as do those of true epilepsy, and 
generally run a similar course. In the apoplectiform fits we have usually 
one-sided convulsions, the fits often starting with a distinct deviation of 
the head and eyes to one side, and with rigidity and convulsive move¬ 
ments. These tonic and clonic convulsioii^ may recur for hours or days 
together, as a result of external stimulation, or spontaneously. During 
or after the convulsive seizure there is most profuse sweating; and there 
may be involuntary actions of bowels and bladder. The convulsions 
may be so severe as to fracture the limbs or the*’teeth. There is 
frequently pallor at the onset, but this is replaced congestion of the 
face and neck, which may pass into lividity. The pupils may be equal 
but are commonly dilated; there is complete insonsitiveness of the con¬ 
junctiva. 

The fits of this description may leave a patient comatose, or he m.-iy 
i-emain for hours in a very unstable state; so that the slightest external 
stimulus will lead to a fresh outburst of conviilsions. As a rule, the 
hemiplegia which follows such apoplectiform seizures resembles in all details 
that of true apoplexy; thus with right-sided hemiplegia aphasia will 
probably occur. This hemiplegia, however, is of comparatively short 
duration, passing off much more quickly, as a rule, than that following a 
coarser brain-lesion. I have seen an apoplectiform seizure, leaving tem¬ 
porary paralysis, followed by a seizure of the opposite side, associated with 
recovery of power in the side first affected. After a severe apoplectiform 
fit there may be coma, followed by maniacal excitement; which, passing 
off, leaves the patient hemiplegic. In some patients such fits recur for 
many months or even for a few years; but, as a rule, frequent fits mean 
speedy exhaustion and de^ith. 

In all cases of fits the treatment must be purely expectant: bleeding 
or severe purgation is not to be thought of; chloral hydrate, in 20-grain 
doses, administered by enema, has seemed in some cases to shorten the 
fit and reduce the excitability. During the attack the patient should 
have his clothes loosened, and he should be kept from all sensory stimula¬ 
tion as much as possible. Unless very weak, it is well not to trouble 
about feeding by the mouth for a while, for the attempt will probably 
give rise to new convulsions. I do not think any good is t6- be derived 
from sinapisms or the like. In some of my cases amyl nitrite was giveif 
at onset of the fits, but I cannot report any favourable result from it 
Under the head of apoplectic seizures some observers class the paralytic 
seizures, which may come on during general paralys^ in which a limb or 
part of the body may suddenly lose power for a time‘without any 
convulsion^ These cases resemble apoplexies due to brain-softening. 

The paralysis generally increases, and may ^become associated with 
cont^tion of the limbs, even to an extreme degree. The ocontraction 
may have a hemiplegic or a paraplegic distribution. With great amount 
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of disablement muscular strength may be maintained. 4 have met with 
men who could register a very high power on the dynamometer, yet who 
could hardly direct a p«i. 

In some of the cases of general paralysis with ataxic symptoms I 
have met with various changes in the skin. In one case the joints 
were affected by Charcot’s disciise, and symmetrical bullse formed about 
the feet; there was also a marked and persistent fuiis tuiserimi and an 
abnormal growth of hair ontthe legs. I know of no special otlour 
associated with the disease. Hci’pctic eruptions nuiy occur, more 
particularly in the earlier stages of the disease. Carbuncles may play 
an important part in general paralysis; they may usher in the disease 
or they may brii^ it to an end; again, I have seen very prolonged 
remissions follow setious carbuncles. There is nothing characteristic 
alxitit the temperature of general paralysis ; many observations have 
been taken, and these show that in some cases the disease is associated 
with a slight persistent rise in temperature, this rise being highoi-, 
as a rule, at night. During the middle and p:irt of the later stages the 
temperature is often normal or subnormal; and I have known a chronic 
Ijatient have a subnormal temperature for many months. Towards the ciul, 
when there are secondary complications, the temperature varies gi’cjitly 
and may be very important as a wmrning of such secondary disease— 
of pneumonia, for example. Before the onset of convulsions, and during 
and after these, a rapid and marked rise may oeciir. The rise is 
associated with or followed by profuse sweating. 

General Nutrition .—Usually with the early stages of the disease there 
is a tendency to waste; later, to grow fat, although aftcrwaivls the fat is 
reabsorbed and wasting sets in again. There is still a grejit tendency 
to hasmatoma. Brittleness of bones and defective power of rcsi.stancc arc 
common, but at the same time the power of repair of^ injuries is often 
maintained at a high standard. I have no <loubt that in some iulvanccil 
cases marked arterial changes occur; but I cannot find any evidence of 
early or widesprcjid arterio-capillary fibrosis: nor do I find grounds for 
believing that changes similar to those met with in Bright's disease are 
common. Yet I have dfteii found evidence of syphilitic changes in the 
arteries of the brain. There is a liability to subcutaneous hsemorrhage; 
hsematoma and pachymeningitis being among the results. 

Capillary congestions are frequently seen over the malar bones , and 
ii^ some of tte hollow viscera—such as the bladder they may lead to 
hsemorrhage. There is some change in the blood itself; but, notwithstand¬ 
ing the observations of foreign observers, I think nothing characteristic 
ihas been discovered in it. The skin becomes sallow and waxy, erythe¬ 
matous disorders occasionally appear, and if the nursing be inefficient 
bedsores will form. There is a great tendency to profuse sweating after 
fits, and this may lead to sudaminal rashes. “ Tache cerebrale • does not 
seem to me to be of any value as a symptom, at any stage pf the 
disease; it il common to many and various disease.s, and may indee 
be found in the normal state. 
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The jwise VI general paralysia varies greatly: not infrequently in 
the earlier stage it is above the normal in tension and number; it soon 
loses power, often remains rapid, small and compressible, and may 
become very slow, when it points to increasing weakness of the 
heart. The pulse rises, as a rule, with the temperature. There is no 
charactenstic sphygmographic tracing of general paralysis. 

Respiration varies, as a rule, with the pulse. After fits it is common to 
meet with Cheyne-Stokes breathing, whioh may be of short duration 
or may persist; in a few cases respiration becomes very slow. Sleep in 
the first stage of general paralysis is often good, but the patient does 
not appear to need so much as usual; he will sleep profoundly, wake 
early, and begin his restless day betimes. In some eases this will lead 
the patient to the extravagant notion that he has discovered the root of 
all evil to be too long a rest in bed. Sleepiness is, however, no un¬ 
common symptom of the earliest stage ; patients may sleep almost as 
soon as they sit down; they sleep over a meal, and sleep well at night 
also. One teacher has gone so far as to assert that sleeping after meals 
is a cause of general paralysis; it is certainly a common symptom of it. 
In the second stage sleep is generally more normal; but towards the end 
there is restlessness, associated with the bodily discomfort of incontinence 
of urine and, in neglected cases, of bedsores. 

The urine of the general paralytic presents no constant abnormal 
quality; I have met with sugar, and also with albumin, and not infre¬ 
quently I have noted the high specific gravity, with abundance of lithates, 
which corresponds with the rapid tissue-changes of the body. Moreover 
urea and uric acid in excess, or sulphates in excess, are common. Occasion¬ 
ally, after very severe conArulsions, I have met with albumin in the urine. 

Remissions of the symptoms, both mental and physical, may occur in 
most of the periods of the disease. These are most common in the earlier 
stages, and they are more frequently met with in patients who have 
begun with symptoms of maniacal excitement. In part this is due to the 
fact that such patients have accentuated their symptoms by giving way 
to alcoholic and other excesses. The remissions may be complete or 
partial; thus, as I said, both mental and physical symptoms may disappear 
for a time, but it is much more common to meet with cases in which the 
mental symptoms subside while the physical ones are progressing. 

I have met with one patient who, while excited, show^ little or no 
ataxy in his gait, but who, as soon as his mind was more clear, was qui(e 
unable to stand alone; in this case there were several remissions, each 
associated with similar symptoms. I think that the symptoms which arc 
most persistent are those affecting the finer adjustments, such as speech' 
and writing. During the remissions the patients ma^ resume their 
professional work for a time, and may rejoin their families; though, as a 
nlle, the Vetum to old ways leads to rapid recurrence of the symptoms. 
It is rare to meet with patients who have had more than one complete 
remission. Acute stages may be followed by intervals of qtfiescence, and 
these again may be followed by excitement; birt after each period of 


GENERAL PARALYSIS OF THE INSANE 




excitement there is a marked degradation in the patient’s state of mind. 
These cases with recurring attacks resemble in many Whys the general 
paralysis of the double^form. 

Arrests, if not remissions, may occur even when the patient has 
passed into the paretie st^e; and, in one case at least, I have seen the 
disease arrested for many years after the symptoms had gone so far as 
to lead me to think the patient was dying of fits in the last stage. 
Remissions may follow injurj^s or acute diseases, such as pneumonia: 
or they may follow suppuration, or some skin affection. 

Terminafions of general paralysis may be natural or accidental. The 
natural end depends on the progressive disease affecting the whole 
system; thus exhaustion and slow death by heart or lungs may occur; 
or the exhaustion* may depend on inability to assimilate proper food: 
besides the weakness there may be diarrhoea, bedsores, aiul vesical 
catarrh. Implication of the bulb may lead to irregular brotithing, 
and to defect of power in respiration; and this may cause clogging of 
the lungs, pneumonia, and death. Phthisis, or at any rate degenerative 
lung disease, may end the case. Whether the phthisis be more often 
fibroid or not I cannot say. The fits of one kind or another, which may 
come on at any stage, may cause death either directly by their frequency, 
or be associated with some brain lesion or blood lesion, such as haemor¬ 
rhage, which may lead to death. Buch are the terminations which I 
have called natural. 

The accidental terminations of general paralysis may come by fracture 
of ribs leading to pleurisy or pneumonia; and by fractures of other bones 
leading to other complications. Bruising may lead to haematoma, which 
may exhaust the strength, or give rise to blood poisoning or to abscesses. 
Local haemorrhages may follow slight bruises on the surface, or bo shed 
into the membranes of the brain. Exposure to heat or cold may cause 
death. Impactioq, of food in the air-passages, or in the msophagus, or 
the inhalation of fluid during a fit, or as a result of paralysis about the 
throat, may cause immediate or more distant death j sufforation maj 
occur during a fit, if the patient turn on his face. Suicide may bo 
the result of such a delusion as that the patient can fly; or it may be 
the result of mental depression. 


Pathological anatomy.—In considering the morbid appearances of 
the nervou8*8ystem in general paralysis we note at the outset that there 
are none, so far as our present knowledge goes, which ran bo regarded 
as peculiar to this disease. In the very great majority of cases, however, 
which have been regarded clinically as general paralysis, the autopsy 
reveals a complex of morbid conditions which, whilst perhaps srarce y so 
suggestive as* the group of symptoms which go to make up ® ® 
picture, is nevertheless sufficiently characteristic to bear out ke i^ 
founds upon the lattei^ As regards the brain, it may >e a 
certain motbid conditions are found there in a more pronounc 
general paralysis than in any other disease in which this organ is 
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The nahed-eye appearances of the cerebro-spinal axis, and its enveloping 
parts, with which wo are familiar at the autopsy of a case of general 
psu-alysis in which the disease has lasted the q^rdinary period, are as 
follows :—The skull-cap (sawn through at a standard level) is commonly 
heavier than normal. In some 25 per cenl^ of cases hyperostosis is 
noted. The diploe is obliterated or deficient in pbout three-fourths of the 
cases; the sutures are more or less obliterated, or covered with calcareous 
deposit, and exostoses occur. The dura mater exhibits changes in about 
one-half of the cases, is then thickened, congested, and adherent to the 
skull-cap, especially along the sagittal and coronal sutures and over the 
frontal bone. The Pacchionian bodies are unusually prominent, causing 
marked pits in the bone above them. Calcareous dej^iosit occurs in the 
falx cerebri. The inner aspect of the dura shows- rusty discoloration, 
or localised blood-clot, which may be surrounded by membrane; or cystic 
formations may be present (“ arachnoid cyst ”); or membrane of various 
degrees of consistence and extent may be stripped off, especially from 
the most prominent part of the convexity of one or both hemispheres, 
or the temporal fossae. 

The serous fluid in the subdural and subarachnoid spaces and in 
the ventricles is turbid and increased in amount, 4 to 6 ounces escaping. 
The arachnoid, where it bridges over sulci, and over the space between 
the cruia cerebri and optic tracts, is thickened and milky, or opaque and 
swollen, Watery or gelatinous; and the leptomeninges generally are 
thickened, cedematous, hyperaemic, and show milky streaks along the 
course of the main veins; these conditions being most marked over 
the convexity of the j)arietal and frontal lobes. The frontal lobes fre¬ 
quently adhere to each other, the adhesions being easily broken down. 
The pia, on stripping, is found to adhere to the cerebral cortex along the 
summits of the gyri, though for short distances only, and at this stage 
not strongly. Indeed, at the usual date of death therp is frequently no 
adhesion, the leptomeninges stripping, on the contrary, with undue ease. 

Adhesions are commonly present over the frontal and parietal lobes, 
at their convexity; and are especially noted over the central gyri and the 
bases of the frontal gyri. The occipital lobe dees not usually present 
adhesions. After removal of the pia the cortex at the site of adhesion 
presents a worm-eaten appearance. 

Summing up in respect to the meninges—there is evidence of diffuse, 
chronic meningitis in over 80 per cent of the cases. " ^ 

Of the brain there is a general atrophy: the gyri are shrunken, the sulci 
and lateral ventricles are widened, and there is a loss of weight (1250- 
1270 grams would represent the weight commonly found). The organ 
is flaccid ; it collapses when placed upon a table, the hemispheres separating 
twsteriorly, and the posterior extremity of the corpus callo^m becoming 
tom—an indication of softening. Atrophy, though general, is especially 
noted at certain parts, such as the central and p^-ecentral gyri, th^ basal 
ganglia, the pons, and medulla. Softening is also general, with foci of 
special intensity; it occurs irregularly in the gray and white matter, 
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especially in the parietal, central, and temporal gyri, in the island of Reil, 
in the external and internal capsule, and the lenticular nucleus; it is also 
met with in the basal ^nglia. The focal softening is ascribed to blockage 
of minute arteries. There is often considerable atheroma of the main 
arterial trunks, and haemorrhagic foci exist, especially in the centrum 
ovale, the basal ganglia, apd the pons and medulla; these are ascribed to 
degeneration of the walls of the arterioles in conjunction with increase of 
the arterial blood-pressure. Ijrequontly also there arc traces of former 
haemorrhages, in the form of cysts and scars. The cerebellum partici¬ 
pates in the above degenerative changes, but not in a marked degree: 
here softening—general and local—and hypcricmia are the most marked 
naked-eye alterati(^s. 

The cortex cerebri exhibits foci of softening, general hyperaemia, or 
patchy discoloration. It is also atrophied, especially in the fronbd and 
parietal regions. In the white matter similar conditions exist j and the 
perivascular spaces are dilated. The ventricles arc dihited, and the 
ependyma of the fourth ventricle is congested, thickened, softened, some¬ 
times gelatinous, sometimes tough; its surface is granular in varying 
degree. The same conditions of ependyma arc found in a lesser dcgi'ee 
in the other ventricles. 

The cranial nerve-roots show gray degeneration and atrophy; these 
conditions have been noted in the olfactoiy bulbs and tracts, the optic 
tracts, the third, fifth, sixth, and seventh nerves. 

In contradistinction to some of the conditions noted above wo find 
exceptional states, chiefly affecting the coverings of the brain: of such is 
atrophy of the skull-cap, which is therefore lighter than normal; the dura 
mater may appear quite normal—this is less unusual than might at first 
be supposed,—or there may be evidence of pachymeningitis externa, and 
rusty deposits may be present on the outer aspect of the dura ; granula¬ 
tions occasionally pccur on the outer aspect of the arachnoid, and /id- 
hesions between dura and arachnoid. Adhesions between the pia ami 
cortex may be very rare, or unusually situated, or absent; oven though 
the case be not an advanced one. The ependyma may appear normal, or 
at most slightly granulajr; in aliout 20 per cent of the cases naked-eye 
evidence of disease in this structure is but slight. 

Turning to the spinal cord and its investing membranes: there is 
naked-eye evidence of disease in the membranes in about 39 per cent of 
the cases. Adhesions exist between the vertebrae and dura mater; and 
tile cord-tunics are thickened, opaque and hyperaemic, chiefly posteriorly. 
There may be blood-extravasation upon the inner aspect of the dura; but 
deposits, whether haemorrhagic or calcareous, are much rarer upon the 
cord-membranes than upon those of the brain. Occasionally there m'e^ 
adhesions between the dura and the pia. The cord itself is chiefly 
softened, but sometimes indurated. The different columns, ahiefly the 
lateral and posterior, may show gray degeneration; there is evidence in 
some cases T)f disseminate sclerosis. Lesions of the columps, manifest 
to the naked eye, are less commonly observed in general paralysis than 
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in the ordinary degenerations of these parts. In some cases the entire 
cord is diminished in size; or there is diffuse softening. The cord- 
changes, as will be seen when histological conditions are referred to, are 
very various. 

In acute cases, and in those which succumb jin the earlier stages of the 
disorder, the naked-eye appearances, as might be expected, are less indi¬ 
cative of disintegration and degeneration; in place of these are exhibited 
the signs of acute disease ;—the blood-vesjels are everywhere congested, 
whether in the diploe, dura mater, leptomeninges, or brain-substance; 
flakes of lymph occur in the cerebro-spinal fluid, and there may even 
be, at points, pus-formation—purulent meningitis (Kaes). The mem¬ 
branes are tense, and on cutting them the full-voluiified vascular brain 
projects, and its diminished consistence is noted. « Xdhesions between 
the pia and cortex are strong and extensive. Such adhesions are present 
in at least 70 per cent of autopsies of general paralysis. There may be 
recent blood-deposit in the subdural space. 

Histologkal changes.—The Brain .—Seeing that when the disease has 
lasted its customary period, end-products only, of no particular importance, 
are met with in the brain, cases are selected, for the purpose of histological 
examination, in which death had taken place in an earlier stage; preferably 
those in which the duration of the disease has not exceeded one year. 
In such a case we find in the cerebral pia mater that the vessels are 
prominent, with thickened walls and abundance of nuclei. There is 
increase of the cell-nuclei of the sheath of the vessels which pass from pia 
to cortex, with thickening of the sheath. The septa passing from pia to 
cortex are thickened and increased. There is free exudation into the 
meshes of the pia. The trabeculae between arachnoid and pia, as seen in 
a sulcus, are bathed in inflammatory exudate. The various structures of 
the cerebral cortex give indications of disease. Thus the blood-vessels are 
exceedingly numerous, distended with corpuscles, and fortuous; at points 
along their course they exhibit dilatations, at which points the lumen, on 
cross-section, is found occluded by a yellow mass, which takes aniline blue 
stains very deeply. The nuclei of the vessel-wall are greatly increased, 
and extravasated leucocytes arc apparent. The coats of the vessels art 
thickened, and there is proliferation of the endothelial nuclei. Hyaline 
degeneration, or fatty change, of the vessel-wall may be present, fisema 
toidine crystals about the vessels point to extravasated blood. In con 
nection with the increase of nuclei about the vessels and in the neuroglia 
it is to be observed that the shrinkage and disappearance of the tissue: 
may be held to account for some of the apparent increase. Th< 
vascular lymph-spaces, subadventitial and perivascular, show collection! 
of lymph-corpuscles and blockage. The perivascular sheathe become 
•much distorted by the contraction of the vascular prftcesses of thj 
spider-cell% 

The supporting structure (neuroglia) exhibit deep staining in many 
parts of a section; this is especially marked in preparations *by the fresh 
method of &van Lewis. Instead of a ground-substance scarcely stained. 
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there is found a mottled, patchy-blue staining between the nerve-cells, 
a ^anular or fibrillar condition. In other parts the staining is defective. 
With these conditions deeply-stained round bodies, apparently nuclei, arc 
found in abundance; and glia-cells (“spider,” “lymph-connective”) are 
numerous and prominent, jvith large, deeply-stained bodies and numerous 
processes. ^ 

These spider-cells w-e^ especially noteworthy in the outermost layer 
of the cortex, in contiguity Trith the apical processes of the pyramidal 
nerve-cells, where their increase is earliest noted; and also in connection 
with the vascular sheaths. A strong “ vascular ” process pisses from the 
cell to the vessel-wall, ending there in an enlarged extremity, a nucleated 
mass of protopla^; and from the body of the cell other processes 
radiate. Sut these teells form also prominent objects between and around 
the nerve-cells; and it is noteworthy that their processes may be traced 
to the degenerate bodies and processes of the nerve-cells, and are found 
surrounding the latter. These conditions are best shown by the fresh 
method above mentioned. At a later stage the spider-cells are transformed 
into a fibrillar meshwork. 

The nerve-cells and their processes exhibit degeneration: the latter 
are stunted, granular, and blurred in outline; later they are thin, with 
broken or irregular course, disintegrated, or destroyed. The apical process 
suffers early, a point to be noticed in connection with the great devoloj)- 
ment of spider-cells in the outermost layer. The cell-bodies exhibit 
various changes ; their contour is blurred, they stiiin irregularly, and show 
granules or fuscous change (formation of brownish - yellow pigment), 
sclerosis, and occasionally vacuolation. The nucleus is no longer distinct. 
The cell-shape is altered : it is swollen, irregular, loc^illy defective ; later 
it is atrophied, or merely a broken-down residue of pigment. There is, in 
the result, considerable destruction of the cells. In the smaller cells the 
nuclei appear swoUen. The cell-nuclei in many cases show altered sfaiiji- 
ing reactions, the reasons for which are obscure. 

The nerve-fibres of the cortex also show changes; alike in the outer¬ 
most layer (parallel to the surface) and in the intracortical radiations there 
is degeneration (wasting, disappearance) of the fine medullated fibres 
Tuezek). Some observers assert that this is especially the case in the 
■'rental lobes, and in the next place is most frequent in the parietal and 
temporal lobes, and the paracentral gyri. 

Ljubimow has described the degeneration, atrophy, and—in the 
later stages—disappearance of the “association-fibres” of the cortex: 
this degeneration proceeding from 1>eforo backwards over the cortex. 
This nerve-fibre degeneration is regarded as a primary degeneration, 
independent of any inflammatory process. Colloid bodies are seen, 
especially in *the outermost layer, which are ascribed to degeneration of 
the nerve-fibres. 

In summing up tha above histological changes, it may be said that 
they consist in atrophy of the nerve-elements, and hypertrophy' and 
hyperplasia of the connective tissue. 
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Special attention has been drawn of late to the various changes which 
indicate a choking of the lymph-channels of the cortex, whereby lymph- 
8ts«is is induced. These axe—hypersemia (dilatation) of blood-vessels, 
increase of their nuclei, thickening of their walls, and accumulation 
or.ldotoplasmic heaps in the subadventitial and perivascular spaces; the 
overgrowth of spidei^ (secondary glia-) cells, yvith distortion of vessel- 
sheaths produced thereby; adhesions between pia and cortex, causing 
occlusion of parts of the epicerebral space) and of the communications 
therewith of the perivascular lymph-spaces. 

Changes similar in character to those existing in the cortex are found 
in the area immediately beneath the cortex, in the medullary substance, 
the basal ganglia, corpora qiiadrigemina, cerebellum, pjins, and medulla; 
but these are less marked, and have not claimed the'attention which the 
condition of the cortex has naturally received. 

Degenerative changes are present in the nuclei and roots of the cranial 
nerves (the vagi particularly, which helps to explain cardiac and pulmonary 
disorders), with evidence of vascular implication (pronounced hypersemia, 
with thickening of the walls of the vessels). 

The histological changes in the spinal cord and peripheral neixes are 
next to be considered. Changes occur in great variety in the cord, and 
are found in the majority of cases. Out of 146 cases Fiirstncr failed to 
find morbid alteration in 16 only. The tunics show chronic inflammatory 
changes; more especially there is evidence of chronic leptomeningitis; 
the pial septa are involved in this. In the cord itself there may be a 
diffuse degeneration, or irregularly occurring patches of degeneration 
(softening, sclerosis); more commonly the latter, in combination with 
changes in the columns. Degeneration is usually found in combination in 
the posterior and lateral columns, and most notably in the former; but 
sometimes singly, and then most frequently in the posterior columns. 
Furstner finds that one side is regularly more affected than the other. 
The lateral columns are especially affected in the dorso-lumbar region; in 
the posterior columns degeneration is often seen along the whole length 
of the column, with degrees of local intensity. The anterior columns are 
but rarely affected, and never without disease in the posterior and lateral 
columns. The degeneration may be more intense in certain streaks; as 
in the posterior root-zones, or in Goll’s tracts, or in the lateral pyramidal 
tracts. These degenerative changes consist in hypersemia; the vessels 
being engorged, their walls thickened, and the nuclei of*' the latter, 
increased. These vascular changes are especially prominent in the 
posterior columns. The connective tissue is increased, with nuclear pro¬ 
liferation, and enlargement and proliferation of the spider-cells; especially 
along the vessels. The medullated nerve-fibres show loss or swelling 
df myeline, the latter taking up the stain; or the myeline is granular, 
the axis-c}dinder8 being interrupted or distorted. The cornua also 
exhibit changes in varying degree; there is atrophy and degeneration of 
nerve-cells, the latter being granular, swollen, translucent, witE processes 
shortened (atrophied). The spinal nerve-roots (posterior and anterior) are 



717 


GENERAL PARALYSIS OF THE INSANE 


also degenerate; their connective tissue is hypertrophied, from chronii' 
inflammatory change; the nerve-fibres are atrophied. The luml. . 
sacral nerve-roots are believed to show the most marked change^ 

The peripheral nerves show, in varying degree, parenchymatous 
degeneration (degeneration jOf the medullary sheath; swelling and atrophy 
of the axis-cylinder) and^ atrophy j and overgrowth of the connective 
tissue. The degenerative changes are more marked in the nerves of the 
lower than of the upper extrenjities. 

The ganglia of the sympathetic system have been found to exhibit 
changes indicative of degeneration of the nerve-cells and chronic inflamma¬ 
tion of the connective tissue. 

Degenerative changes are also found in the muscles, including the 
heart and diaphragin,(Mott, Campbell). There is fatty degcncnition with 
disappearance of the muscle-fibre and increase of connective tissue. 

Conditions indicative of degeneration have been described (Klippel, 
Mickle, and others) in various viscera, as in the lung, stomach, intestine, 
liver, spleen, kidneys. Concerning the nature and origin of these changes 
(whether primary or secondary to nerve-degeneration) it is not possible at 
present to give precise information. 

Pathogeny.—The disease is one involving the whole nervous system ; 
though the cerebrum, and more particuLarly the cerebral cortex with the 
investing pia arachnoid, is in the vast majority of cases the etwliest seivt 
of disease, and the locality in which its eflects are most pronounced. The 
morbid process is usually first manifest and most active in the frontal and 
parietal areas. In some ctises the encephalon alone shows indications of 
disease. Occasionally, to judge by symptoms, the cord or bulb wouhl 
appear to be attacked first, and the brain later. As regards structures 
outside the nervous system, it may well bo that these are attacked 
independently of this system, and not merely involved secondarily'. 
Thus the fatty changes which occur in various muscles cannot bo 
summarily ascribed to degeneration in the nerves passing to them; on 
the contrary, examination of these nerves in some cases has failed to show 
changes which would account for degeneration in the muscles (Mott). It 
is not possible at present to afiBrm how far the various degenerative states 
of other tissues are secondary and due to nerve-degeneration (imimred 
<* nutrition), or to vaso-motor disturbance, dependent on degeneration of the 
central nerve-tissues, especially the cortex cerebri; or are primary and 
independent, ascribable—^like the muscular degeneration—to the influence 
of a toxin. 

The nature of the pathological process remains obscure. It has long 
„ been, and still is, a subject of debate whether the primary change be 
inflammatory, afiecting the vessels and interstitial tissue—a meningo¬ 
encephalitis, or* a parenchymatous degeneration—the specific tissue, the 
nerve-elements, being primarily attacked. According to the .jirst view 
the degeneration and atrophy which the nerve-cells and fibres exhibit are 
due to pressure from increase in the surrounding connective tissue; 
the second view is that the inflammatory changes manifested by the 
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supporting framowork of the nerve-elements are merely secondary in 
nature, “ the result of decay of the neurons, and the irritation of the ' 
products of their degeneration” (Mott). It Avijl not be possible here 
to discuss these debatable propositions; it may be affirmed, however, 
that the view that the primary change occurs in the specific tissue, the 
nerve-elements, is at the present time receiving an increased measure of 
support. In favour of it is the fact that the frontal lobe—the highest 
level centre—is the part earliest affected, ^there being no apparent reason 
why, were the change primarily inflammatory, the temporal and occipital 
lobes should not be equally attacked ; yet these parts exhibit lesions to a 
comparatively slight extent. Further, Zacher, investigating the brain in 
an early stage (fourth to eighth week) of the disease, found a high degree 
of atrophy of the nerve-fibres of the cortex, with ^ Very slight vascular 
lesion. Others (Oolella, Awtowkratow) have described alterations in the 
processes of the cerebral cells, and in the cells of the nuclei in the bulb, 
where the blood-vessels have been simply dilated. It has to be remarked, 
however, that, whereas vascular and nerve lesions are commonly mixed 
without a clear preponderance of one morbid condition over the other, in 
some cases the former, in others the latter are the more evident; in other 
words, the process would appear to be sometimes mainly inflammatory, 
sometimes mainly degenerative. 

At the present time attention is being directed to the inquiry whether 
certain of the lesions of general paralysis can be referred to the action of 
toxic substances. Mott has suggested that the lesions found in various 
muscles are ascribable to toxic influence; and the latter may also be 
responsible for morbid states of the cortex cerebri which underlie certain 
clinical manifestations, especially the convulsive seizures. Varieties of 
histological lesion and of clinical state would be ascribable to variations 
in the nature and method of operation of the poison, and in vulnerability 
of tissue in individual cases. Such toxin may enter from without, or 
may be elaborated within the system (auto-intoxication). 

These considerations would throw light more especially upon the 
origin of certain complications of the disease. But in the cases of general 
paralysis in which a history of syphilis has bcea clearly made out, it is 
legitimate to suppose the introduction of a toxin which has impaired the 
vitality of the nerve-elements, and which is fundamentally responsible for 
the disease itself, by producing a vulnerability of nerve-tissue which 
allows the various determining factors to become operative.' 

The interference with the lymph flow, which occurs in the course 6f 
the morbid process, and which results from occlusion of the lymph-channels, 
as indicated by the lesions above described, must have a deleterious efiect 
upon the nerve-elements, and hasten their degeneration. The morbid 
development of the spider-cell—one of the conditions instrumental in 
bringing tJjout this occlusion-—is a feature to which much importance has 
been attached by Bevan Lewis, by whom thi^ cell is regai'ded as the 
distal extension of the lymphatic system. According to tb‘s writer, the 
spider-cells in general paralysis, and in other diseased conditions of the 
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nervous systein, act as phagocytes or « scavengers,” multiplying upon and 
removing the degenerate nerve-elements ; they are also distructive of the 
living tiMue. m nepe-elements are replaced by fibrillar connective 
tissue. This replacement is sufficiently shown in sections. It is ordinarily 
held that the nerve-elemei\ts are destroyed by the compressing action of 
the newly formed sclerous tissue. But in the hypothesis to which 
reference has just been made the replacement is regarded as a genuine 
degradation, the sclerous tiss^ie being formed out of the effete material 
afforded by the degenerate nerve-tissue. 

Further research is, however, needed ere a critical opinion can bo 
expressed upon these views. 

Edwin Goodalu 

Dia^osis. It is not always possible to distinguish between general 
paralysis and some other forms of mental disorder; each stage of the 
disorder has its difficulties. No single symptom can bo considered as 
pathognomonic; to establish the existence of the disease wo must prove 
the presence of both bodily and mental symptoms, which on the whole 
are progressive. In forming a judgment it is well to remember that 
there is no form of insanity which may not bo associated with general 
paralysis. In examining male patients of middle age the question of 
general paralysis must always be taken into consideration. General 
}iaralysis is rarely detected in its earliest stages, which stages arc not 
recognised until the disease is fully establish^. Neurasthenia may bo 
the starting-point of general paralysis; therefore in every case of extreme 
nervous weakness it is well to examine the state of the pupils and the 
knee-jerks, and to look for any evidence of the emotional instability and 
change in temper which are common in this disease. If hysteria occur i)i 
middle-aged men it is well to look out for the above signs of degenera- 
ion; and in both neurasthenia and hysteria changes in articulation and 
n wilting must be closely observed. 

Convulsive or paralytic seizures of a transient kind must not be over- 
ooked, as they often precede the more marked signs of general pualysis. 
The occurrence of such fits or palsies for the first time in men without 
ardiac or renal disorder, the rapid passing off of the symptoms, and the 
iresence of some such physical signs as pupillary inequality, or sluggish- 
less with defects of expression, suffice to clear up any doubt between 
jpilepsy and* general paralysis. The perpetration of criminal acts by men 
Previously moral is often found associated with early general paralysis; 
mt in a court of law some marked symptom such as fits, pupillary 
changes, or well-marked change in character of a progressive typo not 
ittributable to alcoholic excess, must be relied upon. If simple depression 
or slight hypochondriasis suggest early general paralysis, physical signs’ 
of degeneration must be looked for; and I think the most, important 
thing is to observe wl^ether there is any inconsistency between the 
mental complaints and the physical states; thus the hypochondriacal 
general paralytic complains, but still gains flesh and appears well. 
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The diagnosis in the acute stage rests chiefly between mania of various 
kinds and the ilianiacal onset of general paralysis. I do not think it is » 
possible to make a distinction between acute delirious mania which may 
end in general paralysis and acute delirious mania which may pass off, or 
may end in death. ... 

In all cases of delirious mania not due to alcohol, in which there is a 
history of syphilis, it is well to be on the loofc!K)ut for general paralysis. 

I think in the latter there will probably be^ found more marked alteration 
in the articulation, and more marked tremor about the muscles of ex¬ 
pression ; but in acute delirium also these may be present to some extent. 
Pupillary inequality may aid diagnosis, but in either case the pupils may 
l)e dilated and rather immobile. In ordinary acute mania there may be 
great difficulty and delay in coming to a definite ^decision; and the 
difficulty is the greater when the mania depends on alcohol. As a rule 
in mania the sleeplessness is better marked, apd there is rather more 
persistence in one line of thought than in the acutely maniacal stage of 
the general paralytic, in whom there is greater mobility and more rapid 
change of ideas. In general jwralysis, again, the exaltation is more 
marked and more variable than is common in manm. In general paralysis 
drugs and alcohol seem to have a greater effect than in maniacal cases. 

If in mania we meet with great variability, intolerance of drugs, pupillary 
inequality, and change in speech and expression, general jjaralysis may be 
suspected. If the earlier symptoms be melancholic there is nothing 
characteristic in these alone. The melancholia may be of any form; but 
if with melancholic symptoms there is “ physical inconsistency,” that is, if 
the patient gain flesh, though still complaining that he is ruined, or is a 
miserable sinner, and if it be found that his pupils are unequal and indo¬ 
lent, and his speech defective, then general paralysis is to be feared. The 
occurrence of convulsive seizures often clears up the diagnosis. In some 
cases when stupor occurs early in general paralysis great doubt may arise; 
in these cases, if the patient gain in flesh without losing the apparent 
melancholy, we should search for inequality of pupils and for tremor about 
the facial muscles; but, again, it is common for the nature of the disease 
to remain unsuspected till convulsive seizures oqpur, or till the patient 
passes into a state of excitement. It is noteworthy that the majority of 
melancholic general paralytics have distinctly hypochondriacal ideas—the 
notion that their bowels are occluded being a common one. 

In progressive dementia there may be great difficulty, for the mental 
symptoms are exactly the same in this and in general paralysis; but, aS 
a rule, the progress is more rapid in the latter than in ordinary dementia: 
the latter, again, is more often associated with age or some definite cause 
of physical weakness, while general paralysis occurs in middle life. If 
•in progressive dementia there are signs of muscular weakness—such as 
tremors aij4 pupillary inequality and defective articulation, general 
paralysis must be suspected. Ihe cases of simple general paralysis 
seen in general hospitals are usually of this type; convulsive seizures 
frequently reveal their true nature. 
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Alcolwlic disorders and general jMiralgsis. —As already pointed ont, the 
symptoms of general paralysis are also the symptoms of alc<?holisiu ; hciieo, 
unless the history vepr clear, it is impossible to form a correct opinion 
at once. In some cases, indeed, intemperance and increased nervous 
instobility are symptoms of ^erieial paralysi.s. The excitement of delirium 
tremens resembles the delirious onset of general piralysis; and it is 
well to remember that delmum occuriing in a mail as the result of com¬ 
paratively slight alcoholic excc^ may depend on tliis kind of degeneration. 
The acute alcoholic patient, as a rule, sleeps worse than the general 
|)iiralytic, and has much more marked visual hallucinatious of the terrify- 
iri" kind. The diagnosis must be made from the history, and the e.xistence 
of some change in the pupils, speech, or writing; hut in s])ite of the most 
careful consideratioh mistfikes will occur, and time alone tan determine 
the nature of the disease. I think that in every acute case of nieutal 
disorder in which there is any suspicion of alcoholic causjitiori time for 
observation must be insisto<l on. Convulsive! seizures may result from 
alcoholic excess, and I do not think anything Init time can eh-cide on the 
cause of these fits. Chronic alcoholism resembles the second stage of 
general paralysis in many ways; but as a rule there is more evident loss 
of recent memory in the alcoholic than in the general paralytic ; and the 
drinker “ makes believe ” more, talking of what he has been doing and 
seeing, when he has in fact never left his room. Ihere is no pupill.ii^ 
change, the reflexes may be normal, and, though the facial expression is 
changed, there are not the tremor and the defective ai'ticillation which aic 
so common in general paralysis. 

Lead-poiso)dng will produce any of the orilinary symptoms of gcneial 
paralysis, and may, indeed, be the cause of the disease; we must inake 
simc, therefore, from the history and the jihysical signs that lead is the 
cause. The blue line on the gums, the tenderness, and the early paresis 
of the extensor muscles of the arms are the chief points of distinction. 1 
have never seen a ca*se in which morphia or any other viigetable alkaloid 
has produced symptoms which could be confused with general paralysi.s; 
but I have seen several ehronic takers of chloral, with loss of mental ami 
muscular power, who weije not easily distinguishcil .it first 1 om genera 
paralytics. In these, as in drunkards, removal of the drug and careful 
• observation are our only safeguards. InHiienza has in m.uiy c.ises set up 
degenerative changes which turned out to be genera {siiii ysis ,1 is 
therefore not so bo forgotten that general pvralysis may follow rapidly on 

The convulsions of ki/lney disease m.ay be mistaken for general paralysis ; 
and, in some cases of alcoholic kidney disease, dementia miy have been 
slowly coming on before the fits, and difficulty may t lus ansc, 111 , as 
have said, albunrinuria is very rarely met with m general F^raly^s 

Syphilis and General ^Mralysis—As I have already s,aid, sypjiilis is .1 
commfn cause of general affinities between some cases 

of brain syphilis and general iiaralysis are very well 
point is this, that in syphilitic brain disease apait from gc ^ ^ 
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we expect to do good by specific treatment, whereas in general paralysis 
this treatment ^ails; the nocturnal headache and oculo-motor palsies arc • 
very common in brain syphilis, and very rare in general paralysis. In 
cases of progressive mental decay, in which there has been syphilis with 
symptoms pointing to coarse intracranial lesion, the implication of any 
cranial nerve is against general paralysis; though it must be remembered 
that in general paralysis such a nerve implication may occur, especially 
in the prodromal stages. That a widespread syphilitic cerebral arteritis 
is often mistaken for general paralysis of the insane has been pointed out 
by various observers. Locoihotor ataxy may be due directly to syphilis 
or be a part of the general paralysis. 

I do not think it necessary to describe the so«called pmdo-general 
paralysis. Suffice it to say that in many cases of syphilis there are brain 
symptoms which prove not to be progressive, and which are not part of a 
steady process of decay. 

Tumours of the brain, whether cancerous, syphilitic, or gliomatous, may 
lead to difficulties in diagnosw A history of cancerous growth elsewhere 
might assist the diagnosis; but the presence of local headache, of vomiting, 
of optic neuritis are more important distinctions. The better-marked 
effects left after convulsions due to brain tumour are likewise important. 
The mental state of the patient with brain tumour is, as a rule, one of 
apathy rather than of excitement or disorder. 

Tumours about the pons or cerebellum are also at times difficult to 
distinguish from general paralysis; but, as a rule, the staggering gait is 
greater than with general paralysis of the same duration ; moreover optic 
neuritis is pretty sure to be present, with vomiting and general affection 
of certain groups of neck muscles. 

Disseminated sclerosis vciayAn some cases lead to confusion; when this 
disease was first demonstrated in Lngland, by Dr. Moxon, I saw many 
cases of general paralysis, in general hospitals, which were regarded as 
insular sclerosis. Insular sclerosis usually occurs in young persons, and 
its progress is slower; there is a difference in the speech which is moic 
sUccato, the movements are rather jerky than tremulous, at least for a 
time; there is often nystagmus, which is veryj:are in general paralysis, 
and muscles are often picked out in various groups; the special degradation 
does not follow the lines of latest and most special development. < 

Paralysis agitans may be associated with mental weakness, but, generally 
speaking, the character of the movement is quite unlike that met with in 
general paralysis; the age of the patient also aids the diagnosis. 

Sunstroke may give rise to nearly all the symptoms of general paralysis; 
and a history of sunstroke occurring in a tropical climate and apart 
from alcoholic excess must make one hesitate in giving a final judgment 

on a case. * , » i 

Epiletpsy is. hard to distinguish from general paralysis. If the fits alone 
are considered, there is nothing distinctive about them; they may aflect 
the same centres in the same tvay: but whereas epileptic fiis usually pass 
in a short time leaving no paralysis, in general paralysis the parts affected 
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are almost always paralysed or enfeebled for some hours or eA’oii for 
days after a fit. The epileptic fit, if the first, does not dften leave much 
mental deterioration,^ \yhile in general paralysis a fit often leaves the 
{jiitient docile and quiet, however excited and grandiose ho was before it. 
In some cases slight attack^^ as of petit mal, occur in general piiralysis ; and 
in such cases the difficultj^is the greater bcc/iusc there is but little mental 
ch<ange after or with them; in such cases yon mnst «lcpciul on the 
pupillary or other general symptoms of general paralysis. 

^Ipopleelie Jitx occur in general paralysis, and, as with epilepsy/ they 
cannot at first be distinguished from true ajwploxy ; as a rule, however, 
they pass off in the comsc of ,a day or tno—thus proving that, though 
implicating onc-half of the br.aiii and body, the lesion was rather function.al 
than organic. Thd frequency of tits of this kind may also indicate their 
nature. I have known a patient have a dozen severe apoplectic fits, yet 
recover a fair amount of mcntol and physical ]K>wer. In some ca.scs 
apojdexy proper may appear to be the starting-point of the general 
paralysis. 

Probably the greatest difticnlty arises in the cases of men who have 
many of the symptoms, both bodily and mental, of general ]>ar;dysi.s, but 
who prove later to be suflering from mental and moral ])erversion, an<l not 
from progressive disease. I can best make this clear by describing a case. 


A middle-aged man of very mmrotic familj', married, willi no family, with 
no history of syphilis, who had led a moral, resjiectahle life, hut who had sulfereil 
from various gouty symptoms, had a severe hodily dliiess from which he slowly 
recovered. After this he was a changed man, his conversation was no longer 
refined, he spoke openly of sexual matters, and made i'ib.ald jests heforc his wife 
and family. lie then got entangled with a notoriously jirotligate woman, ami 
was seen with her openly. He even proposed to intrialnce her to his wife and 
friends. He could not sec the inqiropriety of his conduct, hut suggested that his 
wife should follow similar ways, lie retained his alVectioii for wife ami family, 
although still leading this most immoral life. 

This state of things went on for many years, the man saying that now 
at last he had learnt how to enjoy life. In such a ease I have seen jmjiillarv 
inequality, unilateral sweating and some hesitation in sjieech ; Imt no defeet 
in gait or expression, no loss of nieniory, and no progressive decay. 


I can only repeat that although such cases are almost ahvays con¬ 
sidered to be •general paralysis, yet the piiticnts may go on unchanged for 
nTany years. I have heard them describeil as cases of satyriasis. 

Vriminaliiy or General jmrahjsix. —First, as an early symjitom of the 
disease, the patient may lose control and be guilty of impulsive criminal 
nets; in a moment he may commit a murder or cause grievous bodily 
harm j he may*destroy property or do other acts tvhich arc simply cine to 
bis defective power of control; like many persons who hav'c suffered from 
injury to the head, he piay be more eevsily aflected by alcoholic and 
similar stimulants. 

Suicide may result from similar want of control. 
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Wrongful desire of one kind and another may arise, to be gratified 
without regartl ®to social law; thus the patient may steal, though in Ay 
experience the general paralytic who commits th^ft does so from a con¬ 
viction of his great wealth, and his light to all he may desire. 

To complete this part of my subject I will now repeat one or two 
points ah’eady referred to. 

Male hysteria may simulate general paralysis, yet general paralysis 
may begin as hysteria. Exaltation of ideas may occur in mania, especially 
if due to alcoholic exaltation; it may be the natural result of defective 
control in youth—an overgrowth of conceit, or it may result from delusions 
^vith an apprehension of being noticed or watched; it may be a steady 
growth of the inaagination, the “ may be ” becoming* a reality; but in 
general paralysis, as a rule, the exaltation is general alid of a benevolent 
character. 

It is difficult to tell whether a patient be suffering from nuinia of the 
double form, or from general juiralysis of the double form; and time 
alone can settle the rpxestion. 

Paraplegia in its various forms may be associated with general 
paralysis, and s(it in before, during, or after the mental symptoms; there¬ 
fore in every such case the mental as well as the bodily weakness must be 
studied. 

Sexual faults or crimes arc commonly met with; these acts may 
arise from exaggerated or inflamed desire, or from loss of control. 
Indecent exposui’e may arise from unnatural desire or from simple 
forgetfulness. Pape and assault on children, indecent and criminal 
assaults, are apt to occur likewise. In the earlier st<ages of the disease 
there is almost always great increase of sexual desire, and some increase of 
sexual power may be present; and this may last for a considerable time. 

The period when criminal acts are most likely to be done is before 
the full development of the more marked symptoms, or in the first period 
of their manifestation ; hence it is of great importance that careful examina¬ 
tion should be made for physical signs of degeneration in suspected 
individuals. 

As far as mental ca/utcity is concerned, it is cf^rtain that some general 
paralytics become unfit to dispose of their property long before they can be 
certified as insane; for in the earlier stages of the disease grcJit alteration 
of temperament and disposition takes place as well as a tendency to act 
without duo judgment; and later the memory may be defective also. 
Thus, as the result of progi'cssive brain disease, a patient may be alienated 
from his relations, attracted by some designing person, prolrably a woman, 
and, as the result of these perverted feelings, may make an unjust will. 
On the other hand, a general paralytic can make a perfectly retisonablc 
' will, even in the late stages of the disease, provided the symptoms chieflj' 
affect the^muscular side of him. It was oven allowed in the case of 
Crabtree, tried in 1894, that a general parajytic during a period of 
remission may make a valid will, though he had been pre«riousIy in a 
state of appiirent dementia, and Aid had fits. 
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A general paralytic, indeed, may lie guilty of crimes of •various kinds as 
a result of his disease, but may bo held cajiablo, nevertheless, of making 
a will even at an ad\<inced stiige of the disease (sec Brown /•. iVnn, 
Nov. 1895). 

Prognosis. — This is Kfther coTicerned with the pi'olwible course and 
duration of the case than with the result; I can claim very few recoveries 
from undoubted general paralysis. As I have said, sometimes cai'ly 
threatenings of the disease, <>fcurriug in likely subjects, may }iass off. 
In some cases remissions may be so comj)le,tc for many years that 
recovery is alleged; but the end of nearly all these eases proves that the 
respite was but arrest or remission. 1 will not .say that no case of 
general paralysis fivev gtuIs in recovery, but it is vciy rare. The 
more acute the onsSt, the greater the pros])ect of remission; and the 
stronger the neurotic heredity, the greater, I believe, is the jnospect of 
remission, and of the disease running an irregular eouise. It is veiy 
rare for more than one complete remission to occur in any ease, sa\e in 
those of the double form. In a few cases the quiet demented stage 
may last for ycsirs. General imralytics live longer in asylums than in 
their homes ; they live longer in small asylums than in larger ones, and 
they live longer in the country than in towns. It is not ])ossible to .say 
whether a particular case will run a short coni'se or a long one : yet 
as a rule the higher the temperaritre the gi eater the danger of rajnd 
decline. The presence of fits generally hastens the progress; but in 
rare Cfises fits seem to arrest the tlisease for a time, or even to lead to 
remissions. Though a patient may have been (|uiet an<l placid in the. 
earlier sbiges it is not certain that he will not ha\’e a maniacal o\itbre:ik 
later. The cases of general ptralysis of the double form, or of the circular 
form, generally last longer than others, their dui-ation being e.vtended 
by the restful periods and prolonged remissions. A clear history of 
syphilitic infection»within fiv(! years will give more prospect of iimeliora- 
tion; but, however distinct the history of syi)hilis, if of many yeai s’ 
standing I do not think it really affects the 2 >rognosis; that is to say, if 
the diagnosis of general piiralysis be confiilent. 

Treatment may be ftivided into general and s])ecial. The fii'st e()n- 
sideration is whether the patient can be i)ro))eriy treated at his f)wn 
home, or at any rate out of an asylum. Seeing that these cases arc 
almost hopeless, it is well in all cases to decide at once in favour <)f 
r^>moval from home to definite asylum care, exee^it in those of siniide 
progressive dementia without excitement, very <listinct de[)rcssion, nr 
marked delusion. The treatment of a very wealthy general [)ar.'ilytic 
• may be undertaken in a private house with Large; gi-ounds away from a 
city; but even then, in my belief, it is neither the best nor the kindest 
treatment. Whether away from home or not, the jiiitient’s nearest 
relations, more particularly his wife, shouhl not live with him. The less 
•'motion there is in the Itte of the general paralytic the longer Avill his 
life last. Indulgence of the sexual pas.sion is injurious, and the prosfKJCt 
of children begotten by such .a father is gloomy. The wife in such cases. 
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if installed as ivirso, will probably break down in health j and I frequently 
sec neurasthenia as the result of wifely devotion to general iiaralytic 
husbaiuls. Sea voyages, though so often recommended,—only it seems to 
me in order to shirk the alternative of an asylum,—are rarely, I think, ot 
any service. ' 

The golden laile of treatment is complete rest. The simplest 
country life, with as much sleep as the patient can take, is to be desired; 
only moderate exercise must be allowed, and of course riding and cycling 
have to be given up. During periofls of remission it is difficult to 
prevent the return of the patient to his own home; but this return is 
almost always followed by relapse. It is better to send the patient away 
for the interval; possibly for a short sea voyage, or qlse to the house of 
some medical man living in the inland country. TRc diet of the genei-al 
paralytic must vary with the stage of the disease; in all I think alcohol 
is to be avoided. The simpler the food the better j fish, fruit, and plain 
food is better than much meat and fancy dishes. If any stimulant be 
found necessary it should be as weak spirit and water or light wine. 
Tobacco may be of sei-vico in the earlier stages of restless excitement; 
but there is a danger that the patient may smoke too much. 

The general paralytic must be warmly clad, and his clothes carefully 
looked after, as he is very careless of himself. 

I do not think that electricity in any form is of service. Specific 
medical treatment has made but little progress as yet. If antisyphilitic 
treatment has not been fully tried, I recommend, if the patient be quiet 
enough, the course of treatment at Aix-la-Chapelle. U this has already 
been tried, we know of no specific. In some cases countei'-irritation along 
the spinal column has been tried, and said to be of use. Iodine liniment 
to sculp and spine has been recommended. Surgical treatment has been 
tried with the idea of relieving pressure, but the results of trephining 
have not been encouraging. I trust that sooner or later some anti¬ 
toxin will be found which will aid in defeating this malign disease. 
Calabar beau was used for some time, but I cannot report favourably on 
its action; nux vomica is useful, with or without quinine and hydro- 
bromic acid; I cannot say that setons in the deck have produced any 
good effect. In ordering drugs for general paralytics we have to remember 
that they are very readily affected by strong remedies; I have known 
minute doses of alkaloids produce in them very alarming symptoms. 
If there is much sleeplessness I prefer paraldehyde in drachm doses tiP 
any other drug; I do not like morphia or hyoscino; trional or sulphonal 
generally fails to produce sleep. If the patient is in fits we may use 
chloroform or nitrite of amyl; and nitro-glycerine, too, has been found of 
service. If the sUdm epilepticus continue to an alarming extent, I advise an 
enema containing 20 grains of chloral with 20 grains of a bromide. It is 
necessary ‘in these cases to consider details very carefully; thus it may be 
necessary to empty the bladder and perhaps to wash it out. Soreness of 
the skin may be prevented by great attention to keeping it &ry, and also 
by the application, night and morning, of hot water and dry Castile soap. 
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£ haematoma occurs it is best treated by immediate ami vigorous 
ilistcring; this failing, it may be necessary to slit the iwrt open and 
„„„ve the dot 
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INFANTILE CEIiEBKAL DEGENERATION 

Syn. :—Arrested Cerehral Development—Amaurotic Family Idiocy. 

A Family Form of Idiocy. Agenesis Corficalis. 

Definition. — A rare and fatal disease of infancy characterised by 
progressive mental and physical cnfeeblemeiit, associated with symmetrical 
changes at the macula lutea which are xiathognomonic. 

History.—Attention was first cidlcd to this disease by Mr. Waren Tay 
in 1881; and since then twenty-eight cases have been published, includ¬ 
ing Mr. Tay’s patients. Ophthalmologists have contributed most of the 
cases on record, as the peculiar and characteristic ocular chafnges form a 
prominent part of the clinical picture of the disease. B. Sachs of New 
York, Peterson, Ilirsch, and one of us (Kingdon) in this country have alone 
been successful in obtaining autopsies; the latter observer being particularly 
fortunate in that he has been able to supplement his clinical observations 
'by autopsies and subsequent microscopical examination di the nervous 
system in tjircc members of a family of seven, five of whom were affected. 

Causes.—A curious circumstance, which apppars to be of etiological 
significance, is that, of the published cases in which the nationality is 
stated, the patients have all been Hebrews. In addition to this racial 
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peciiliaiity, theie 18 distinct evidence that the condition belongs to the 
category of family diseases; more than one child in ?he same familv 
is, as a rtile, attacked, though others may remain perfectly healthy. ()f 
the twenty-eight cases recorded, ten were in boys, and fourteen in girls; 
in four cases no mention is made of the sex. 

Syphilis and other hcyedibiry diatheses a]>)>car to play no part in its 
production; nor is there any evidence that consanguinity of marriage has 
•*'^y gtcat influence in this •jonnection, though it has been a possible 
f.actoi in some cases. One or other parent has been neurotic in some 
instances, and injury dining pregnancy has been noted, but this has been 
exceptional. No proximate cause after birth has vet been tliscovered, 
with the cxccptiorf of a doubtful injury in a few cases. 

Symptoms. Chfldren who afterwards show e\ idenecs i>f this disease 
are born at full term, are then, as far as can be judged, jierfectly normal, 
and so remain until the end of the third (as a rule), or it may be as lati' 
as the sixth month; up to which time development progresses naturally. 
The first symptom to attract attention is an inability to sit uj) jiropeiiy, 
and to keep the head from falling backwards; in addition to these 
evidences of weakness of the muscles of the iu“ck and back, there is 
often a suspicion that vision is imjiaircd ; but u.sually no definite ophthal¬ 
moscopic changes can be made out so early. 

As the disease progresses the child becomes ajxithctic, takes little, 
notice of what is going on around it, and wears the vacant exjiression of 
mental enfceblement. It becomes Ic.ss and less able, to sit up, and «piite, 
unable to hold up its head, which consoipiently falls backwanls. It lies 
in bed as it is placed, and has no power of nioxing from one position to 
another. Objects placctl in its hands are grasped feebly and soon 
dropped. The muscles become soft and flabby, but in the only instances 
in which they have been tested electrically in the early sUige of the 
disease they responded to both the interrupted and constant currents. 
Soon thci’o is evidence that the ]>yrami<]al system is implicated ; slight 
extensor or flexor spasm appears in the limbs, and the tendon jerks 
become too active. 

Later in the couriJe of the illness the cnfeeble<l muscles begin tt) 
waste ; all the muscles of the boily sharing in the atrophy, which eventually 
becomes extreme. To this muscular wastitig, which is general ami is 
confined to groups of muscles, there is mhled an increasing degi’ce of 
spasmodic rJ^dity which causes ndraction of the heml, and distortion 
of the different segments of the limbs,—rc.sulting, for instonce, in inward 
rotation of the arm, pronatioTi of tin; foi carm, flexion of the thigh on the 
abdomen Avith marked abduction of the limbs, over-extension with partial 
luxation at the knee, extension of the foot, and so on. As the contracture 
incretises the c*hild evidently suffers much pain, which is increased by thc^ 
spasmodic jei’king of the limbs which occur from time to time. Death 
may result, however, before spasmodic contracture has taken place; 
or rigidity “may have been occjisional, no spasm being pcimanently 
present. 
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Convulsions are so rare that they form no pai’t of the usual cliniciil 
picture of the arf'ection, but have been observed as terminal manifestotioiis 
of the illness. Cutaneous sensibility and the superficial reflexes are pre¬ 
served, and the former has occasionally been found increased, so that 
the child starts at the slightest touch. The special senses, with the 
exception of vision and hearing, remain unimpaired throughout tlu; 
illness. Sight fails gradually until total amaurosis results from optic 
atrophy, which has all the characters oi being primary, and in the 
majority of cases is undoubtedly so; though Mr. Waren Tay has 
observed slight neuritis in the early stage of the optic nerve affection. 
In addition to this, ophthalmoscopic examination reveals a peculiar and 
distinctive appearance in the region of each yellow^ spot. At first a 
susj)icioU8-looking haze is seen in the macular region', but subsequently a 
whitish gray oval patch is seen, almost twice the size of the optic disc, with 
softened edges, and with its long axis lying horizontally, very slightly 
raised above the general surface of the retina. The fovea centralis is seen 
as a dark cherry-red spot in the centre of this patch. Once established, 
these appearances remain unaltered throughout the whole course of the 
affection, and were present in Koller’s pitient, aged four years. 

There is no evidence that either the cranial nerves—othei" than the; 
second pair—or their nuclei are affected, speaking generally. The pupils 
are equal, and, as optic atrophy becomes advanced, they are dilated and 
inaetive to light. 

Strabismus has been noted exceptionally, as has nystagmus also; but 
both phenomena must be rare : towards the final stages of the illness, how¬ 
ever, slow rhythmical movements of the eyes from side to side may occur. 
The only other points calling for comment, as far as the cranial nerves 
are concerned, are that hearing sometimes appears to be abnormally aciitts, 
a phenomenon too frequently observed to be merely accidental; and thenr 
may be difficulty in swallowing for some time prior to the fatal termination 
of the case. 

Ajjart from any accidental complications, the thoracic and alxiominal 
viscera are, as a rule, normal ; the appetite good, the bowels regular, the 
urine natural, and the pulse, respirations and temperature normal. In 
Sachs’ first case, however, the gastric mucosa early refused to perform its 
functions properly; and some elevation of temperature has been noted in 
the terminal stages of a few cases. 

The disease has ended fatally in most of the recorded ‘bases, and ip 
those in which this result had not been reached, the condition of the 
jjatients at the time of publication made it evident that there was not 
likely to be any departure from the general rule; the only known 
exceptions being Koller’s case of a girl aged four years, and a child aged 
four and a half years cited by Peterson. The duration of life varies from 
one and a kalf to two and a half years, is usually less than two years, and 
may (quite exceptionally) bo prolonged beyondtthis, as in the two case.s 
already referred to. The final stage of the affection somotimys resembles 
the same stage in cases of general paralysis of the insane. Death may 
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occur before much emaciation, or evidence of spasmodic rigidity <*f the 
limbs. But usually the child becomes pale and shrunken* more and more 
lethargic and exhausted until marasmus becomes extreme, consciousness 
is lost, and death closes the scene. In exceptional cases, instead of this 
more usiml form of death from marasmus and gradual exhaustion, the 
termination may bo uncj^jcctedly sudden. 

Morbid anatomy.—The cerebral and spinal nnminges usually present 
no abnormal appearances; tjiough in Siichs’ first case a few slight 
adhesions of the former were noted. The convolutions and sulci of the 
brain are normally arranged ; but in the ease just i'eferre<l to there was some 
abnormal fissuration which was regarded as iiulicative of a brain of low 
development, an {tbnormality present in I’ctci-son’s case also. 'Ihe sulci 
arc wide in some ca^js, pointing to a certain amount of atrcjphy of the con¬ 
volutions ; but this atrophj' vaiies in different cases. The ventricles are 
normal, and there is no excess of ccrebro-spinal tiuid in them ; though there 
is some compensatory mdema of the meninges. The (‘ssenti.-il ch.-inge 
met with on microscopical examination is degemeration of the neurons of 
the cerebral cortex, more e.specially those of the central convolutions. 
The pyramidal cells are seen in all stages of degeneiation. Nissl’s 
method of staining reveals ^'arious degrees of :dteration in the size and 
shape of the cells; .some are so distended as to become balloon-shaped, 
others preserve some traces of their original sh.-ipe, while in some the 
changes are sufficiently advanced to lead to disintegration ami vacnolation 
of the cell. The stdchochrome gi'anules dis.-ippear from the cells, and 
while, in some imstanccs, line chromatic granules ai-(! seen sc.attered through 
them, in others they are entirely without chromato])hile substance, 
riiagocytes in the vicinity of the degenerating cells, and around the 
vessels, contain in their interior ,a large amount of the chromatophilc 
substance which they have derived from the nerve-cells. 

The Gk>lgi-Caj;tl metho<l of preiianng i)ortions of the cortex fen- e.\ 
aminatiou also reveals clearly that dcgenci"atu)n <jf the neurons is in 
progress ; in some cases the colls ;ire variously altered beyond recognition, 
and all stages of degeneration are seen in the axons and <lendrons. In 
most cases these processes are broken off from the colls, while, if still 
continuous with them, the characteristic beaded appearance of degenera¬ 
tion is seen along the course of the axis-cylinder. Itvidenccs of similar 
changes are met with in other parts of the cortex, but they are not 
jiearly so marked as in the region of the central convolutions. 

By the Marchi method of prepjiration intense degeneration of the 
neurons may be traced through the corona radiata and internal capsule 
to the pyramids; this, and other methods of staining, reveal pr()iiounced 
degeneration of the direct and crossed pyramidal tracts in the spinal cord 
on both sides.* The perivasciiLar lymphatics of the vessels in the corona 
radiata are full of fatty debris stained black by the osmic acid*in Marchi s 
tiuid. There is no CA’ideiit change in the neuroglia; no sclerosis, no altera¬ 
tion in theValls of the blood-vessels, and no infiltration of the tissues in 
the neighbourhood of vessels. Degeneration of the cells of the l)asal 
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ganglia, nuclei of cranial nerv'cs, olivary bodies, and the anterior and 
posterior horns of the spinal cord have been found by Hirsch; the cells 
of the cerebellum alone showing but little ehang#!. Some degeneration 
has been found in the lemniscus on both sides, the descending roots of 
the fifth nerve and superior cerebellar peduncles. No chfingos have been 
found in the peripheral nerves. 

The ocular changes eonsist in atrophy of the optic nerves, without 
any evidence of antecedent inflammatory .mischief. Holden has found 
degenor.ation of the ganglion colls of the retina, otherwise nothing had 
been found to account for the changes seen in the macular region other 
thati a thickening of the retina at this part, a change due to a spacing 
out of the outer molecular layer, as if by oedema (Treapher Collins). 

Pathology.—While it is possible that the disease may be congoiiitid 
in origin, neither in the clinical history nor in the morbid appearances 
met with after death have we any evidence of this. Nor do we find 
evidence that the aft'ection is one of arrested development, as has been 
advocated by Sachs; for, while it is true that the changes met with lead 
to arrest of development and ultimate dissolution, it cannot be said that 
these changes in the central nervous system are themselves simply the 
result of arrest of development. On the contrary there is every reason 
to regard the changes as the result of a progressive degeneration of the 
neurons, such as might well result from the action of some toxin. The 
altered shapes of cells, regarded by Sachs as evidence of congenibd nial- 
devclopmont, appear, as now investigated by more modern methods, 
rather to bo the results of degeneriition in normally developed structures; 
in none of the cases that we have examined has there been abnormal 
fissuration or other evidence of low cerebral development. 

The advanced stivte of degeneration of the pyramidal tracts suggests 
the possibility that the changes in them precede those which are met with 
in the cerebral cortex; or that the changes in the cortex begin at a stoge 
prior to the myelination of the pyramidal fibres. That the latter cannot 
be altogether the case is proved by the presence of many normally mye¬ 
linated fibres in the pyramids, and of others in a state of recent degenera¬ 
tion with disintegration of their myelin sheaths. ‘'Again, that the former 
possibility is improbable is made evident by the fact that there is nothing 
in the clinicfil history of these cases to suggest that sclerosis of the 
pyramidal tnicts precedes the affection of the cerebral cortex. There is 
no I'eason, therefore, why we should regard the morbid process otherwise 
than as one affecting the whole motor neuron from its beginning in the 
cerebral cortex to its end in the spinal cord; and, as the nutrition 
of the neuron depends upon the integrity of that part of it known as the 
cell, it is possible that the destmetive process begins in the^cell, and that 
the axon and dendrons suffer secondarily. On the other hand, the baneful 
influence may primarily attack the axon and dendrons; or all parts of the 
neuron may be affected simultaneously. Whethcc these changes depend 
on a deficiency or alteration in quality of some internal secreVion, on the 
presence of some toxin, or on some other cause, remains for future 
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i-esearch to dotcrmine. There is nothing in the histological changes 
to suggest an inflammatory process, syphilitic or other. • 

No satisfactory cxjflanation of the relationship bctn’cen the changes 
at the macula lutea and those met with in the central nervous system can 
he oflbred, unless it he that the ganglion cells of the retina are similarly 
aflected to those of the cortex cerehri, and that they are, thus affected has 
heen shown by Holden. "The occun-ence of optic atrophy, on the othei- 
hand, is eommonly met with in degenerative conditions of the central nervous 
system, though the mechanism of its production is not eas\' to explain. 

Diagnosis.—When the changes in the region of the macula Inte.i are 
fully displayed they are so characteristic that any uncertainty as to the 
nature of the caseicjui no longer exist. We know of no other condition 
in which progressife^ieubd and physical enfeehlemenl are associated with 
these peculiar and pathognomonic changes. Even before the ai>pearance 
of the macular changes the diagnosis is not dillieult, though tin*, alfection 
may be then confounded with other infantile cerebral jMdsies. If a 
trustwoi'thy history can l»e obtained, the ju-c-iiatal and natal atfections 
iire readily distinguished from this disease-; the earliest evidences of which 
become manifest at the third month. It may be confounded with in¬ 
herited syijhilis ; and the history of syphilis in a parent, ami e\idence.s of 
this disease, ocular or other, in the child must be sought for in attempting to 
ari-ivo at a diagnosis. Ordinary congenital idiocy is distinguislu-d by the 
absence of ocular symptoms ;in<l fiindal changes, and such patients li\e foi- 
many years. 

As regards its distinction from other j)ost-natal cerebral iwdsies, and 
especially the family forms of these, reliance must be placed on the, absence 
of convulsions; on the e.xceedingly gradual and gener.-il invasions of the 
paresis, which does not assume the form of a hcniiplegia or a [Kiraplegia ; 
and, above all, on the presence of blindness, with the characteristic 
fundal changes. The possibility of confounding this disease, with acnt<! 
anterior poliomyelitis is too remote to deserve much attention ; but slujidd 
the question arise before the development of the changes in the eve 
grounds, the absence of altered electrical reaction of the muscles would 
exclude the spinal attection. 

Prognosis.—With the exception of one case, recorded by Roller, in 
which the retinal changes wci-e detected in an idiot aged four yeai-s, and 
the case referred to by Peterson, all the cases have ended fatfilly, and 
this usually within two years. Possibly as the ctnidition becomes more 
fl’idely recognised it may be found that more f>f the inmate.s <jf idiot 
asylums have been aflected by this condition in infancy, ami have escajwd 
what appears to be the usiuil fate; but in the present state of <mr knon- 
ledge none but a gloomy prognosis is warranted. In the vast majority of 
cases as soon»as the diagnosis is certain the prognosis is erpially so.* 
Moreover, the occurrence of a case of the kind in a family^ rcndeis it 
highly probable that any children born subser|uently may become .similarly 
aflected; fortunately this is not invariably the case. 

Treatment. —No reme<ly apiwars to have any influence on the course 
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of the disease, which is steadily progressive in spite of all the measures 
that have been'tried for its relief. Mercury and iodide of potassium 
have both failed to influence its course; whetl^r arsenic and similur 
remedies may prove more successful remains to be seen. If future 
researches should reveal any defect in connection with any of the ductless 
glands in these cases, the administration, in some form, of the particular 
gland affected might prove of service. So far Ihe only measures of this 
kind that have been tried are the administration of pituitary gland and 
of cerebrine by one of us (Kingdon); both, 'however, with negative results. 
The same observer has made unsuccessful attempts to prevent the 
occurrence of the affection by administering iodide of potassium to the 
mother while pregnant. This was tried in two pregtancies; one child 
escaped, the other was attacked by the disease. iVo suggest that, in 
families where any case of this kind has been known to occur, the children 
should be weaned from the time of birth ; on the chance that the mother 
herself, however healthy in appearance, may nevertheless communicate in 
her some deleterious product, chemical or other, which is capable of 
generating the disease in the suckling. 

The most careful nursing, feeding and hygiene of such children are 
of course essential. 

. J. S. Risien Eussei.u 
E. C. KlN(iI)ON. 
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THE CERIfBRAL PALSIES OF CHILDREX 

The cerebral palsies of children arc dii'idcd into two great classes—those 
in which there is evidcncJfc of the presence of jiainlysis when the child is 
Ixirn, and those in which, after a period, more or less prolonged, of 
apparently normal health and'nnimpaircd activity, some form of piralvsis 
appears. In the latter class the paralysis is, as a rule, hemijilegic in 
form; in the former both sides nsnall)’ sntt'er; sometimes the legs onlv 
are affected, at any rate in a marked degree*; sometimes both arms anil 
both legs suffer ;*ayd in other cases one side only appears to be weak. 
Cases in which paralysis is present at birth are further sulxlivided into 
those in whieh the jiaralysis is the result of some difhetilty or abnormality 
in the labour, and those in which it results from some condition arising 
during intra-uterine life; either jirimary disease or maldevelopmcnt in the 
foetus itself, or some morbid condition secondary to disease in the mother, 
or to injuries which she may have sustained during her pi-cgn.ancy. By 
far the largest number are the result of abnormalities in the labour, the 
abnormality consisting usually in the length and difficulty of the labour, 
due to deformity in the mother or to malposition of the child. Never¬ 
theless an unusually ipiick or precipitate labour niiiy likewise give rise 
to birth palsy. 

Birth Palsy. —Symptoms.—In this fonn of ]):ir.alysis there is a 
variable distribution of weakness. Sometimes the lower limbs are affected 
alone, equally or unequally; producing the comlition sometimes s|)oken 
of as “ cerebral spastic parajdegia ” or “ congeiiitid sjiastic ])jiraplegia ” 
(“Little’s disease ”). Sometimes the iwralysis is of one side, affecting bolh 
arm and leg; sonTetimes both .armsand both legs are affected ; sometinn.'s 
both logs and one arm only, or at least only <»ne in a very obvious degree. 
In the limbs the weakness is usimlly associated with much stiffness. 'I'he 
g.ait, if the patient is g,ble to walk, is characteristically spiistic, cjich h*g 
being dragged forward as a whole, and with considcr.ablc difficulty ; if the; 
upper limbs are affected there is, besides the weakness of the ai’ms and 
hands, a great awkwardness in using them, jirobably occjvsioned l>y the 
spasticity. *The knee-jerks are much exaggcratctl, but ankle clonus is not 
•so frequently present as might be expected ; and in the case of patients 
suffering from this condition it is usually present only in those who arc 
able to walk. In pjitients unable to walk, in spite of the fact that a 
high degree of spasticity may be present, it is usually impos.siblc to evoke 
it. In some* patients the peculiar mobile spasm known as athetosis iti 
present; and in patients in whom all four limbs arc affcctwl, .athetosis 
affecting both sides—double athetosis—sometimes occurs, in this form 
spasm the^e is usually* a cycle of movements, one position slowly and 
gradually passing into another. Sometimes the hand only is affected, and 
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ill the great majority of cases it is most aifected; but the spasm may 
affect all the jiarts of the upper limb, and may also affect the leg. It 
involves the face in a few cases, and the platysma muscle may markedly 
participate in the affection. 

Besides athetosis, or mobile spasm, another form of involuntary move¬ 
ment is sometimes present; a form very closely resembling the tremor 
present in cases of insular sclerosis, in that i1? is only induced during 
voluntary movement. This tremor is well marked when an attempt is 
made to carry out a definite movement ‘ with the affected limb. In 
carrying the affected hand to the face, for example, at the beginning 
of the act the tremor is very slight; but as the hand approaches the face 
it becomes more and more distinct and even violent, ^ that it is impos¬ 
sible for the patient to keep the hand in a 2 >osition of j^eSt. This condition’ 
has been unfortunately named “ duarea spastica ”; just as athetosis has been 
as unfortumitely named ''post-hemiplegic chmea.” In neither form of 
tremor is there, as a rule, anything more than a distant resemblance to 
the movements of true chorea; although certain cases of so-called heredi¬ 
tary chorea have undoubtedly been cases of birth palsy with double 
athetosis. But both athetosis and “ chorea spastica ” arc proljably more 
common in cases of infantile hemiplegia than in cases of birth palsy. 

Paralysis or paresis of some ocular movements is also not infrequently 
met Avith; and this occasions a squint of varying character and intensity, 
apparently not the result of an affection of one muscle in one eye, but of 
a slight affection of the different movements in each eye. The sphincters 
of the rectum and bladder are only affected to the extent of being less 
easily controlled than normal. In jiatients in whom there is much 
jisychical change, the calls are unattended to, and the habits are conse¬ 
quently dirty. Even in these cases, however, this is only the rule in the 
early years of life. There is rarely any affection of swallowing, although 
slobbering is not uncommon. 

The mental condition varies much in different patieVits. In those in 
whom all four limbs are affected, there is, as a rule, much mental change: 
if the lower limbs only are paralysed the mental condition is frequently 
good; and in some instances the children are jirecpciously sharp. When 
the paralysis is hemiplegic in form the psychical condition varies, being 
very defective in some, scarcely abnormal in others. In some cases in 
which the paralysis is only slight, much change is present; a result jirob- 
ably due, as will be pointed out later, not to the nature but toithe position 
of the lesion. In all the cases mental development is retarded, and, as a* 
rule, does not attain a high level. 

Speech also is interfered with, and sometimes seems to remain entirely 
in abeyance; in nearly all, its development is retarded, and generally it 
remains long imperfect. Anything like true aphasia is, of course, scarcely 
to bo expeejed, for this can only arise from interference with the functions 
of a speech mechanism already developed, and in cases of birth palsy we 
have to do ivith centres whose development has been interfered with, 
or entirely arrested. 
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Bocnrring convulsions are not so common in cases of,bh*th palsy as 
might be expected, possibly because of the completeness and limitation 
of the destractive process which has been present. But in many cases a 
history of a severe convulsion is to be obtained, or more often of a series 
of severe fits, occurring a few days after birth. Occasionally such convul¬ 
sions recur at intervals du^ng the first few years of life, and in a small 
number of cases this tendency persists during the whole of life. 

Deformities are apt to occut' in consequence of the interference with 
development, and the malpositions encouraged by the form of paralysis. 
The most common deformity is some form of talipes; and, in patients in 
whom one side is weaker than the other, lateral curvature is almost 
inevitable, unless e^reme care be taken. 

Causes.—In the ^eat majority of the cases of birth palsy, as I have 
said, the lesion is deteimined by some fault in parturition. As a 
rule there is a history of a long and difficult labour, in many cases the 
result of an abnormal presentation of the feetus; and frequently of a 
labour necessitating the use of instruments, or of turning. Often also 
the child is born cyanosed, and not breathing; so that artificial methods 
of promoting respiration have to be resorted to. Not uncommonly 
also the child is born before full term. But, as already pointed out 
in reference to these cases, any injury to the child occuiTing in a 
labour in which instniments have been used, or in which operative inter¬ 
ference has been resorted to, is not to be ascribeil to the instruments 
\i8ed or the operation performed, but rather to those abnormal conditions 
which rendered interference necessary. Besides the long and difficult 
labour, the quick, or, in technical language, the precipitate labour also 
seems to have an effect in the causation of the condition under considera¬ 
tion. 

As abnormal labours are much more common in primipar® than in 
multiparse, it is accordingly to be expected that birth palsy will occur 
much more frequently in first-born children: this is actually the case in 
so large a majority of instances as to place the fact outside the region of 
mere coincidence. Two other facts come out in a series of cases of this 
character; namely, that bf children affected with birth palsy there are 
twice as many males as females; and that the child of an elderly primipara 
is more liable to be afflicted than is the first child of a younger woman. 
These two facts lend support to the view which ascribes the great 
m^ority of ca^s of birth palsy to mechanical difficulties in the process of 
parturition; for in the former case the larger size of the child, in the 
latter the greater rigidity in the maternal parts will tend to increase the 
•difficulties of the labour. 

There is some evidence that inherited syphilis is sometimes a factor in 
the production this condition. It is very uncommon to see a child the 
subject of birth palsy who has any of the recognised signs of <#)ngenital 
syphilis; but it is quite possible, of course, that a syphilitic child may 
suffer from bifth palsy if it has been exposed also to the causes of this 
condition; and it is likewise probable that inherited syphilis, through 
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affection of Wood-vessels or membranes, may occasionally give rise to a 
morbid process which causes in the child symptoms similar to those' 
which we have under consideration. 

Morbid anatomy.—^There is little doubt, from the cases which have 
been examined after death, that the condition upon which the paralysis 
depends is, in most cases, haemorrhage occurring under the dura mater, 
and so affecting the cortical structures as to abolish or interfere with 
their function. From what has been said as to the causation, it will be 
seen that such a condition is what we should expect; and there seems no 
reason to doubt that its occuirence is due to the rupture of vessels in 
consequence of the mechanical difficulties in the act of parturition. The 
situation of this haemorrhage gives the clue to thq distribution of the 
paralysia As a rule, as I have already said, the‘"legs are more affected 
than the arms, sometimes they are affected alone. In such a case the 
haemorrhage will be found on each side of the longitudinal fissure, 
spreading in each cortex over the area in which the leg movements 
are chiefly represented. If we suppose the hemorrhage on one side 
to spread further, so as to destroy or impair the area in which the arm 
movements are represented, a condition would be produced in which 
both legs and one arm would be affected; if the hemorrhage spread 
still further, one side of the face would be affected; and if it spread 
on each side, so as to affect both arm areas as well as the leg areas, a 
condition would be produced giving rise to paralysis of both arms and 
both legs. In cases in which the speech function is in abeyance, either 
completely or partially, the lesion is of the third frontal convolution 
on both sides or only on one; and it will readily be understood that the 
ocular movements may be interfered with if the lesion spread forward 
so as to involve the area related to these movements; thus a variable 
squint may be produced. I repeat that a varying degree of psychical 
defect is found to occur in children the subjects of birth palsy; and it 
may reasonably be assumed that this depends upon injury to that part of 
the brain which is probably most intimately associated with psychical 
processes—the prsefrontal area. 

This morbid condition is only distinctly redognised in cases in which 
death occurs in the early stage. Such, however, are not common; and 
when death takes place after the lapse of some years, the condition* 
discovered varies considerably. Sometimes it is what is known as 
porencephalus, a condition in which there is much cj^tic formation 
surrounded by cerebral substance more or less altered: sometimes there 
seems to be a sclerotic condition of the brain itself, and in other cases a 
condition resembling pachymeningitis, due to the effused blood having' 
become organised and altered. In short, from the condition found in 
such cases it would be impossible to discover the nature of the original 
lesion, Vi'ere it not for the information gained from the examination of 
recent cases. It is also held by some writers that in certain cases, 
those espwially in which the child is a premature one|' the resulting 
condition is due to incomplete development of the pyramidal tracts. In 
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such cases it is said that gradual improvement usually follows, and may 
* go on to allow of an almost normal power of locomotion. * 

Diafirnosis. —^The diagnosis of the condition will not, as a rule, present 
many difficulties. The onset at birth, although it may not be noticed 
until a few days after it, vid usually the history of some difficulty of 
abnormality at birth, or at any rate that the child was the first¬ 
born, are the points on wliich a diagnosis will depend. Infantile hemi¬ 
plegia may be similar in the, physical condition, or in the psychical 
symptoms; but in this disease the onset is later, it comes on in a previously 
healthy child, it is ushered in with a convulsion or convubions, and it is 
strictly hemiplegic. The spastic paralysis due to caries may closely resemble 
cerebral spastic paAlysis; but in the former condition there has been a 
period during which* the lim1)s were used normally. Of infantile paralysis 
also—acute anterior poliomyelitis—the same may lie said; and in this 
condition the muscular wasting, fiaccidity, and loss of reflex action and of 
faradic irritability in the muscles will sufficiently distinguish it. 

ProgTiosls. —Such a condition as that described entirely precludes any 
hope of complete recovery. The degree of recovery which takes place 
naturally depends on the extent and situation of the lesion; and will be 
greater when this is limited to the leg areas on each side of the longi¬ 
tudinal fissure. A patient with this condition will be late in acquiring 
the ability to walk, and even at the best will always walk stiffly and 
imjjerfectly; but the arms will be useful limbs, and the mental and 
intellectual powers will not necessarily be impaired at all, may even be 
rather above the average. In cases in which the upper limbs are afiected 
there is, as will be evident from what has already been stated, a much 
greater likelihood of mental impairment accompanying the bodily ailment; 
and where such mental defect is present the improvement will not be 
great, at any rate in reference to that particular symptom. 

But physical injprovement takes place in all these cases. Often, al¬ 
though the children attain the age of five or six Irefore they can walk, niany 
of them, in whom the prospect of walking seemed out of the question in an 
early stage, do ultimately walk, imperfectly it is true. In short, physical 
improvement takes place in all, and the degree of this can only be esti¬ 
mated by ascertaining actually how much impairment is present; mental 
improvement also takes place even in children apparently quite imbecile 
at first. But in cases in which mental impairment is present, a nornml 
mental conditibn must not be hoped for, any more than a perfect physical 
condition is to bo expected in any case. 

Treatment.—A child affected with birth palsy naturally requires very 
groat care. Good and intelligent nursing is essential; suitable food and 
warm clothing are even of more importance than in the case of ordinary 
babies. No effdtt should be spared in attempting to develop the physit^l 
and mental capacity; for much may be done in this way to increase its 
powers. But such training is apt to be discourapng because of the slow, 
almost invisible progress which takes place, and it is well, therefore, that the 
nurse should not expect very rapid progress. Gymnastic exercises, such 
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as will assist in increasing muscular power, rubbing of the limbs and 
passive exercisis are of much importance. Cod-liver oil, cream, and fat** 
in an easily digested form are to be regarded as articles of diet rather 
than as medicines. 

Attention also will be given to measures .calculated to prevent defor¬ 
mities, such as talipes or lateral curvature; or, if they have already 
occurred, to the operative or mechanical treatment which will tend to 
correct them, or at least to minimise theic effect. 

Infantile hemiplegia. —Infantile hemiplegia is the name applied to 
that paralysis of one side of the body which occurs in the first six 
years of life. Although in its general symptoms, except those occurring 
at the onset of the attack, it closely resembles the hemiplegia of adults, yet 
there are some distinct differences. The majority of these, however, are 
to be referred to the early age at which it occurs, and the consequent 
interference with development both of the brain and of the affected limbs. 

A distinction must be drawn not so much as regards symptomatology, but 
in reference to pathology, between cases of infantile hemiplegia proper, 
which is probably a peculiar disease, and cases of hemiplegia occurring in 
children in connection with acute disease; especially with rheumatism, 
scarlet fever, diphtheria, or typhoid fever. 

The hemiplegia of infancy occurs during the first six years of life, but 
much more frequently in the first two years than later. Of forty-two 
cases, nineteen occurred in the first year, sixteen in the second, three in 
the third, three in the fourth, and only one in the fifth. The illness 
begins as a rule with general malaise and feverishness, and this culminates 
in a severe fit, or a series of convulsions. These are generally unilateral, 
but may spread so as to affect both sides. They may persist with but 
slight intermission for several days; and after the fits ^ve ceased it is 
found that the child is paralysed on the side on which the convulsion was 
most severe, or to which it was limited. The resulting paralysis is per¬ 
manent, although in degree it may be modified; and as a rule a considerable 
improvement from the condition immediately subsequent to the fit is to 
be looked for. If speech were present at the time of onset of the 
fits, it is usually interfered with at first, being either completely lost or 
rendered much less perfect than it had been before. Anything like the * 
true aphasia of adult life is rarely if ever present; and it is doubtful 
whether the name aphasia is strictly applicable to the condition which 
results. Permanent speechlessness occurs in some cases, even in childi-en 
who had already acquired the faculty, of speech more or less imperfectly. 
Permanent aphasia practically never occurs. , 

As a rule then there is, after the convulsion or series of convulsions 
is over, paralysis of one side of the body affecting face, arm and leg. 
The faci?.l affection^ is usually slight; rarely permanent. The arm is 
generally more affected than the leg; the kqee-jerk is exaggerated, and 
ankle clonus is of frequent occurrence. Bigidity is r.ct usually so 
extreme as in adult cases ; but some features exist in infantile hemiplegia 
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Tvhich are at any rate mucli leas common in adults, jlimongst these 
probably the most striking is what is sometimes spoken of as atrophy of 
the affected side. But this is obviously an erroneous term to use, the 
condition is more correctly described as maldevelopment of the affected 
side. In a large proportion of cases the smaller size of the structures 
on the affected side is striking. This defect in development affects not 
only muscles and other soft structures, but, in a well-marked case, the 
bones also are much smaller than the corresponding structures on the 
unaffected side. The arm is usually more strikingly affected than the 
leg; and this is in accordance with the usual distribution of the paralysis. 
Not infrequently when the defect in development is so slight as to bo 
doubtful, a companion of the two shoulder-blades will make it evident 
that one is distinctly larger than the other. In rare cases only is 
the difference in size between one side of the face and the other distinct 
and striking. The dependence of this feature of infantile hemiplegia on 
the central lesion is probably indirect. The defective development of 
the structures on the affected side is more probably the result of the 
disuse which the paralysis enforces, than of any direct neurotrophic 
influence. 

Another condition found in infantile hemiplegia, not so frequently as 
to be pathognomonic but much more frequently than in other varieties of 
hemiplegia, is a form of tremor, the so-called mobile spasm, or athetosin. 
This only occurs in a small proportion of cases of infantile hemiplegia 
(probably about 10 per cent); but it is mueh more frequent than in 
hemiplegia occurring in the adult. Indeed, its occurrence in adults, unless 
the hemiplegia date from an early age, is very uncommon; and in most of 
the cases in which its onset has taken place during adult life it has been 
in patients in whom the paralysis was the result of accident. Its 
presence may lead to hypertrophy of certain arm muscles. This form^ of 
movement has been already described under birth palsy. In that section 
also a curious form of tremor, sometimes named “ chorea spastica, closely 
simulating the tremor of disseminated sclerosis in that it is evoked only 
during voluntary movement, has been mentioned. Of forty-two cases of 
infantile hemiplegia two fiianifested this peculiar tremor; but prol)ably it 
does not occur nearly so frequently as this proportion would seem to 
indicate. 

As I have said, this condition is usually ushered in with a senes 
of, fits beginrang on the side sub^quently paralysed. Frequen^ 
these fits recur at intervals, sometimes short, sometimes prolonged. 
They are, as a rule, unilateral, affecting the paralysed side. ^me 
•ol»ervers, however, have stated that the fits affect the non-paralysed 
side. It is conceivable that this may be the case if the paralysis 
is severe; while the paralysed side may be that affected in the fits 
only when the paralysis is less complete. The fils are usual^ accom¬ 
panied with loss of consciousness; and consist of tonic and clonic spasm, 
with occasionhl tongue-biting, and relaxation of the sphincters. But 
sometimes the attacks are of the nature of petit mal, and consist in 
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momentaiy los« of consciouanesB without convulsiou. The cases in which 
this occurs are cases in which the paralysis is slight. In one the attacks,' 
which occurred frequently, were succeeded by the condition known as 
automatism, in which the patient, while still unconscious, performed 
apparently purposive acts. Such a condition is, of course, not only of 
great interest, but of the highest medico-legal importance. [See later 
art on “Epilepsy and Insanity.”] 

Besides the evidences of interference with physical functions, in a 
certain number of cases there is some mental deficiency. Often this is 
considerable in cases in which the physical functions are but slightiy 
interfered with; and in such cases the mental disturbance not infrequently 
assumes the form of restless and iiTesponsible activity' In other patients 
a dull and apathetic condition of dementia is preset; and in them the 
physical condition is frequently one of considerable, sometimes profound, 
unilateral weakness. But no constant relation is to be found between the 
physical and mental impairment, and where the latter exists there is 
probably mischief in the prsefrontal region. It is easy to imagine a 
condition in which it would be considerably affected without any very 
noticeable degree of interference with motor functions. 

Besides these cases of what may be called infantile hemiplegia proper, 
other cases of hemiplegia of cerebral origin are met with in children, 
occurring after acute diseases; especially scarlet fever and diphtheria. 
Such a condition is the result of some intercurrent complication of these 
diseases. In the former disease it is probably due to embolism, a res\ilt 
of associated endocarditis; in the latter the same process has been 
alleged, but in four cases seen by myself there was no evidence of 
any endocarditis; and thrombosis or hsemorrhage is to be regarded as a 
more likely cause. Hemiplegia also sometimes follows typhoid fever in a 
child. As blocking of veins in other parts is not uncommon in this 
disease, a similar process in the cerebral veins is to be regarded as the 
probable cause of the palsy. The hemiplegia in the cases of this nature 
is not generally associated with fits, nor with any profound psychical 
change; but is accompanied by maldevelopment of the limbs on the 
affected side. In regard to diagnosis, prognosis, and treatment, what 
is to be said in reference to ordinary cases equally applies to cases 
of this nature. 

Pathology and Morbid anatomy.—The ultimate pathology of this 
condition is still largely a matter of conjecture. There d6hs not seem, to 
be any constant relation of season to the onset, as is the case in Infantile 
paralysis; but it must be remembered that these cases are usually seen 
when the paralysis has already existed for years, and when the recollection • 
of the conditions attending its onset has become indistinct and untrust¬ 
worthy. Even the morbid anatomy is still uncertain, for tew patients die, 
or at an;f rate are eacamined after death while the condition is recent; 
and the state of the brain after a time is such as to give little or no 
clue to its initial morbid state. Two views are held witfi’ regard to its 
morbid anatomy; according to Strumpell the condition of infantile 
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hemiplegia is a result of an acute inflammation of the gray matter of 
the cortex, an^ogous in some ways to that in the gra^ matter of the 
spinal cord which underlies acute anterior poliomyelitis; this condition he 
names jieute polwencepludUis, and if his view be accepted the ultimate 
pathology would probabl^Y liave to be looked for in some infective 
process. The other view regards the condition of the nervous system as 
secondary to some vascul&r obstruction; and this, according to Sir W, 
Gowers, is to be looked for in the veins of the surface. No definite data 
are yet available to decide between those rival hypotheses. The condi¬ 
tion which has been found in the cases hitherto examined has been one 
either of cystic formation (porenc^hidus) with much atrophy of the 
affected hemisphere! and of the correlated parts of the nervous system, or 
one of sclerosis of* Ijie hemisphere; and both these conditions are, of 
course, compatible with the initial lesion formulated in each hypothesis. 
Nor can anything definite be said as to the cause of the athetosis present 
in a number of the cases. It js probably a result of imperfect destruc¬ 
tion ; but whether in the cortex or in the deeper structures it is still 
impossible to say. Even the case published by Beevor and Horsley, in 
which removal of a cortical area in an adult brought about a cessation of 
the athetosis, is not conclusive. 

The diagnosis is not ordinarily difficult. A case of birth palsy may 
closely simulate the clinical condition of infantile hemiplegia ; but the 
history of weakness actually at the time of birth, although only first 
noticed a few days later, will usually be sufficient to indicate the category 
to which a given case is to be referred. From infantile paralysis the 
state of the refiexes and the absence of any electrical change in the 
muscles of the affected limbs will sufficiently serve as a distinction. 
Some cases of myopathy may present a superficial resemblance ; but the 
hemiplegic character of the affection, and the presence even of excess of 
the knee-jerk, as well as the history, especially of convulsions, will 
usually be sufficieiit indication to allow of a correct diagnosis being 
made. 

Apart from the danger which the weakness and the liability to con¬ 
vulsions imply, the prognosis is good, so far as life is concerned. It 
is also found that the hemiplegic weakness is usually greater immediately 
after the onset of paralysis than it is ultimately; so that we may 
predict a certain degree of improvement. But the weakness will remain: 
the child willsprobably be backward, and may have a definite de^ee of 
nfbntal weakness. The fits can usually be controlled if the patient is 
carefully, judiciously, and persistently treated. This, however, is only 
partly true of cases in which petit mal is present. But even in cases in 
which no fits have occurred, except the one convulsion or the series of fits 
at the onset, it«must always be remembered that fits are prone to occur, 
although their occurrence may be delayed even for as long ^s several 
years. If speech has b^n impaired the impairment is rarely if ever 
persistent, and sensory impairment is not found, although hemianopsia has 
been described. 
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Tnatment —Great care and patience must be exercised in cases of 
mental backwardness to develop the existing mental power cautiously'' 
and judiciously. The same is true of the defectjye physical power; and 
mild gymnastic exercises and passive movements will do much to increase 
the power which the patient retains. Massage will also assist in mini¬ 
mising the rigidity; but electricity is not of much use, and its application 
may do harm by causing an amount of discomfort and alarm quite out of 
proportion to any benefit likely to be derived. Convulsions will be 
treated like epileptic fits. They are usually amenable to ordinary treat¬ 
ment by bromides; but the attacks are all or mostly attacks of petit mal, 
which are much more intractable. Fresh air, good food, and the best 
possible hygienic conditions are, of course, essential. 

. ‘ 

Microcephaly. —^This condition deserves a brief notice. Gases of 
different kinds have been gathered under this name, but, so far as can be 
ascertained, only two varieties need be considered; namely, those in which 
the small or deformed skull is secondary to actual brain disease, such as the 
birth palsy, or infantile hemiplegia just considered, and those in which 
the smallness of the skull and of the body generally is but a local expres¬ 
sion of a general developmental defect in which the brain itself shares. 
The cases of the former class may be characterised by some local weak¬ 
ness or paralysis; in those of the latter the weakness is universal: in 
both classes the mental state is very backward. In the last few yearn 
operative treatment has been recommended in such cases, the object 
being by removal of the cranial wall to relieve a hypothetical condition 
of pressure and consequent interference with brain growth., No results, 
however, have been obtained to justify such procedures, and the cases can¬ 
not be regarded as in any degree amenable to treatment other than the 
educative and disciplinary influences resorted to in the treatment of 
weak-minded children. 

IfAMES Taylor. 
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OTHER DISEASES OP THE NERVOUS SYSTEM 


DISORDERS OF SLEEP 

Insomnia—Somnolence—Dreams and Nightmare—Nioht-tbrrors 
OF Children—Sleep-talking—Sleep-walking. 

Physiology. —It is unnecessary in this article to enter into a dis¬ 
cussion on the physiology of sleep. Certain symptoms—diminished 
metabolism, shallower respiration, less frequent pulse, diminished 
secretory activity, and loss of consciousness—are recognised as constant 
accompaniments, but a satisfactory explanation of the condition is not 
yet found. There are several hypotheses as to the causation of sleep. 
It has been attributed to cerebral anaemia; to chemical changes in the 
brain cells or neurons, such as an exhaustion of their intramolecular 
oxygen, or an accumulation of fatigue products; to a contraction of 
the dendritic processes, and a consequent break in the transmission of 
nervous impulses; to an expansion of the neuroglial cell processes 
insulating the nerve-cell processes, and producing the same effect; and 
to a purely psychblogical condition, namely, loss of consciousness apart 
from any physical or chemical change. The last explanation is simply 
a cloak for our ignorance. The most probable hypothesis is that of an 
altered metabolism o{ the cerebral cells dependent upon exhaustion 
and diminished influx of stimuli. 

Anaemia, or relative anaemia, is an important factor, according to 
many authors the most important. As the vascular contents of the 
cranial cayity must remain practically constant, any loss of blood in the 
tirterioles and capillaries must be compensated by some increase elsewhere. 
According to Cappie, this occurs in the pial veins; according to Howell, 
in the veins at the base of the brain. In any case there is a relative 
anemia—a diminished blood-flow through the cerebral cortex, and con¬ 
sequently a diminished metabolism and depressed function; but tha 
bearing of this upon the production of sleep we do not knoj^. Howell 
believes it is important. From plethysmographic observations on the 
cutaneous circulation, hi was led to suppose that exhaustion of the vaso¬ 
motor centre is the all-important condition; but this opinion has been 
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strongly criticised by Dr. Leonard Hill. As far as we can see, neither 
the circulatory, ifor the histological, nor the psychological hypotheses are 
sufficient to account for sleep; and, with the ezcei^ion of the circulatory, 
none of them bears any practical significance. The chemical hypothesis, 
on the other hand, is of direct importance, .as it explains in some 
measure why, in order to induce sleep, it is necessary to rid the organism 
of fatigue products and toxins. * 

Amovnt of deep. —The amount of sleep Required by a healthy person 
depends upon his age, the quality of the sleep, and his idiosyncrasy. 
A bahy sleeps the greater part of his time ; as the child grows up less 
sleep is needed ; and at the age of fifteen, nine to ten hours are usually 
thought enough {vide vol. i. p. 470). Between fifteen and twenty-five 
years of age eight hours should be allowed; afteiv^ards the amount 
must depend upon the work and requirements of the individual. Some 
people can do with from four to five hours; and others with even less 
than this amount, as was the case with Brunei and Alexander von 
Humboldt; for the majority of people, however, from six to seven hours 
are usually enough. Idiots and persons of weak intellect often sleep 
excessively, and even in more normal individuals a condition of 
abnormally prolonged sleep is occasionally recognised. Old people also 
require an increased amount of sleep. When sleep is profound and 
continuous, less is required than when it is broken and superficial. 

Insomnia. —By this term is meant loss of the normal amount of 
sleep. It includes all grades, from simple restlessness to total loss of 
sleep. From what has been said it is obvious that the term is com¬ 
parative ; that what is sleeplessness in one person is not so in another. 
Furthermore, the kind of sleeplessness varies. Some people go to sleep 
directly after getting into bed, but awake every hour for several hours, 
sleeping well the rest of the night; others, especially the gouty, awake 
punctually at three or four, and are unable to sleep again, or, at any 
rate, 'until it is time to get up; others again find great difficulty in 
getting off, but, once asleep, do not awake until the morning. Some 
persons, as we have said, do not sleep at all, and these cases are of 
serious omen. It has been stated that sleep is more necessary than 
food; that animals die sooner from sleeplessness than from starvation ; 
yet patients occasionally assert that they have not slept for weeks. In 
most cases this is probably illusive : they sleep without realising it. 

In general, sleeplessness cannot be considei^ a disease in itself; if 
is, however, an important symptom of many diseases, and in certain 
cases, especially of neurotic women and over-tired men, it is the pre¬ 
dominant one, and calls for careful treatment, otherwise it may lead 
to grave consequences. As the essential feature in the« treatment of 
this condition is to discover, and, if possible, to remove the cause, it 
will he convenient to consider insomnia with Regard to (a) its causes, 
'(&) its treatment. « 

Causes.—These are many, hence it is necessary to adopt some 
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principle of classification. This has been done by most authors, but 
no system has yet received general acceptance. Germafn S4e recognises 
nine divisions: dolorcus, digestive, cardiac and dyspnoeal, cerebro-spinal 
and neurotic, psychic, insomnia of cerebral and physical fatigue, genito¬ 
urinary, febrile, and toxic. Others admit only four or five. We shall 
adopt a division into foijr. But it must not be assumed that all causes 
can be uniformly arranged in these classes ; in some cases the immediate 
cause will fall under two cr more divisions. Such divisions are of 
course only justified for descriptive purposes. 

1, Irritative caihses .—This class includes all forms of insomnia caused 


by pain and like uneasiness. In children, teething, indigestion, worms, 
and so forth, arf frequent causes. Eye strain—as in hypennetropia 
and astigmatism, rtie irritation of an eczema, the inconveniences pro¬ 
duced by faucial adenoids, and other similar conditions, are also 
etiological factors of insomnia. After surgical operations, even in the 
absence of pain, insomnia is not infrequent; this may be due in part 
to the constrained position of the patient and some irritability^ of 
the wound, in part to toxsemic and psychical causes. Cold feet,^ vesical 
affections, asthma, bronchitis, and other diseases accompanied by 
troublesome if slight irritations, for example, cough, or pruritus (local 
and general), also fall under this head. But the most important causal 
factor of this group is undoubtedly pain. Of all diseases accompanied 
by pain, as neuralgia, sciatica, migraine, angina pectoris, aneurysm, 
locomotor ataxy, the various forms of colic, acute inflamnmtion of the 
serous membranes (peritonitis, pleuritis, pericarditis, meningitis), cerebral 
tumours and abscesses, malignant growths in various parts, diseased bone, 
acute and chronic rheumatism, osteo-arthritis, syphilis (the pains of 
which are often worse at night), and acute gout, sleeplessness is a 
symptom. The insomnia of all or many of these may involve other 
etiological factor#, but the pain is the predominant one, and that which 


necessitates treatment. 

2. Toxic causes .—A large number of diseases are due to the presence 
of some toxic agent in the blood, or are accompanied by it; and 
such diseases are often attended by troublesome insomnia. Alcoholism 
and nicotism, the exanthems (measles, small-pox, scarlatina), enteric 
and other continued fevers, erysipelas, diphtheria, pneumonia, innuei^, 
hepatic disorders (the lithmmia of Murchison), dyspepsia and other 
gastric an^ intestinal disorders, rheumatism, gout, and Bright s disease 
are some of the conditions which fall under this head. 

The insomnia accompanying heart disease and altered v^ular con¬ 
ditions (arterio-sclerosis, etc.) may also be included in this divisio^ as 
their origin in most instances appears to be a blo^ ^ison. 
form of insolnnia also is due in part to a deficient blood-supply, arffl 
possibly to an altered cardiac action. The sleeplessnesssinduced by 
wrtain beverages, sucii as tea, coffee, and cocoa, r^uires mention 
here. Thlse, espedally if taken strong and late at night, are in most 
people powerful preventives of sleep. Strychnine and other nervine 
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tonics, when taken regularly, often cause sleeplessness during the earlier 
part of the nigh^; but in certain conditions of exhaustion, by improving 
the circulation and other functions, they prove excellent hypnotics. 

Insomnia is also a symptom of certain drug habits, such as opium¬ 
eating, morphinism, and cocainism. • 

3. P$ychieal eau$es. —Grief, shock, worry, ^nd mental anxiety are 
among the most frequent causes of insomnia. In many persons a pre¬ 
disposing factor—a nervous temperament, lueurasthenia, hysteria, hypo¬ 
chondriasis—also exists, and among such persons insomnia may easily 
be established as a habit. In students, overwork, especially if accom¬ 
panied by irregularity in retiring to rest and the prospect of an 
examination, are the most frequent causes. Women ^t the menopause 
often suffer from insomnia, partly, perhaps, owing to 'uhe accumulation of 
toxic products not eliminated by the catamenia. The various forms of 
insanity—such as mania, melancholia, general paralysis—are accom¬ 
panied by insomnia; in some cases it appears as a premonitory symptom ; 
although there can be no doubt, on the other hand, that continued loss 
of sleep is also a factor in the production of mental aberrations. Cases 
of severe chorea and of paralysis agitans are also marked by sleepless¬ 
ness. 

4. Causes aridng from change in the mode of life .—Eating late dinners 
by those unaccustomed to them, and change of climate, especially to 
high altitudes, or in some individuals even to the seaside, sometimes 
give rise to temporary insomnia. Nurses who have been on night duty, 
after changing to the day frequently suffer from sleeplessness ; and the 
same condition occurs in other people with intermittent nocturnal occu¬ 
pations. Sometimes very simple changes in the mode of life of in¬ 
dividuals will lead to insomnia. A patient of mine and his wife both 
slept very badly for the first three months after beginning to cycle. 
This may have been due to excessive fatigue, or possibly to increased 
waste products in the blood, or to both combined. 

Pathology.—Upon this subject we know very little; and so long 
as the physiology of sleep is ill understood, the pathology must remain 
unknown. As we have seen, the condition of the circulation and the 
composition of the blood are important factors in the production of 
sleep, and when the ^ain cells are improperly supplied with blood 
(as in anemia and hear^disease), or with impure blood (as in the vari¬ 
ous toxemic diseases), we can readily understand that the Nutrition of, 
the nerve-cells is altered, and that some deviation from normal sleep 
must occur. 

Treatment—^This naturally falls under two heads—general or non- 
medicinal, and medicinal—^although these cannot well be separated in 
practice. In all cases the first thing to look for is the cause, so that, if 
possible, thjp may be removed. If it be an indigestion, this should be 
treated. Acid dyspepsia and that attending goqt are frequently accom¬ 
panied by insomnia. In these cases, caref^ attention to tlfe diet, the 
avoidance of tea and fruit (cooked and uncooked), and of all substances 
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containing vegetable acids, except in so far as these may be used in 
treatment, are essential. Fruit, owing to the acid Jt contains, is, I 
believe, an unsuspect^ cause of indigestion, gout, and sleeplessness in 
many ptersons : so also are acid wines. For gouty persons much butcher’s 
meat, especially beef, should be prohibited, and white fish, poultry, and 
game ordered in its pl^e. Fried fat, such as that on .the outside of fried 
fish, should also be^ avoidM. An alkaline bitter before meals, an occasional 
mercurial at bedtime followed by a saline aperient the next morning, 
and, for the gouty, colchicum or sodium salicylate should bo prescribed. 
Sometimes a dose of Gregory’s powder at bedtime, or a mild carminative, 
is of value. An overloaded colon is a common cause of sleeplessness in 
elderly people; fer this an evacuation of the bowels at bedtime is the 
best means of rellb^ One of ray patients found that a little peppermint 
water taken at bedtime gave him a better night than any hypnotic. In 
the insomnia of th^ aged and the overtired, and in that due to cardiac 
and vascular disease, strychnine and niix vomica are beneficial remedies : 
they tone up the circulatory system, remove indigestion and fiatulence, 
and act directly on the cerebral cells. In cardiac cases and in neur¬ 
asthenics with low arterial pressure, digitalis and the other cardiac tonics 
may be resorted to. In anaemia, iron, nux vomica, and sometimes 
digitalis are required; and similarly other diseases which are causal 
factors of insomnia must be treated in a more or less specific way. The 
appropriate remedies for each disease are described in other parts of 
this work. 

. In all cases of insomnia certain general precautions must be taken. 
The bedroom ought to be in a quiet part of the house, well ventilated, 
and of moderate temperature. Light should be carefully excluded, and 
the apartment scantily furnished. The bed should vary according to 
the habits of the individual; for young and middle-aged adults a firm 
mattress is the best, but for the old a softer bedding may be necessary. 
The covering should be light and warm; but in the use of jnllows no 
general recommendation can be made. Some people sleep letter with 
the head raised, others prefer to keej» it on a level with the body. 
In heart disease it wj}! be found necessary to raise it; but as a rule 
this precaution may be left to the choice of the individual. For broad- 
shouldered people Whitla recommends the wedge-shaped pillow used 
by the Germans. Invalids find much refreshment in the ultimate use 
of two bed% for day and night. 

For ordinary cases of sleeplessness simple means very often sufiSce. 
Some people read themselves to sleep, some count, others, like Southey, 
think of some monotonous discourse. One of my patients used to hang 
his feet out of bed for some time and then put them in again. Walking 
about nakedf or a cold or tepid bath is often useful. Massage, especi¬ 
ally of the abdomen, thighs, and legs, as in Dr. Eccles’ method of treating 
insomnia, is sometimes advantageous. This method is oelieved to 
produce temporary antemia of the brain, by causing a determination of 
blood to the manipulated parts; and it may be further aided by a hot 
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oomp^FM to the abdomen. In the case of cold feet, vigorous rubbing, 
or 8 Wt bottle,* or a hot footbath with mustard in i^ is beneficial; 
or again a hot sitz-bath may be used. Attenticjp should also be given 
to the work of the stomach. As a rule a light supper is the best, 
and for many, and especially those who awake |n the middle of the night, 
a little hot milk or meat juice containing a small amount of alcohol is 
helpful. The evacuations, should also be attehded to, and the bladder 
especially should be relieved. ^ 

Sleeplessness from overwork, especially from literary work, requires 
mental rest and change of air and scene. Temporary exposure to the 
cool air of the bedroom, or the wet pack, or a bath is often of use; but 
if the insomnia continue, it is necessary to give a mildi hypnotic, such as 
twenty grains of sulphonal or trional, or thirty or forty* grains of bromide 
of potassium, to break the habit of sleeplessness. Capsules containing 
n\_xxx. of turpentine given at bedtime are sometimes beneficial in the 
insomnia of overwork and worry. The drug acts as a stimulant and 
derivative, and is stated to succeed best in plethoric cases. No beverages 
containing caffeine should be taken after breakfast. 

In nervous and hysterical women, and especially in women at the meno¬ 
pause, the bromides are very useful. I have long been in the habit of 
giving a mixture of bromide—either of potassium, sodium, or ammonium 
—tincture of sumbul, and tincture of hop, in camphor water, at the 
climacteric; and it has helx>ed to remove the insomnia as well as the 
mental depression and flushing heats so common at this period. 

The sleeplessness of the insane requires careful management. In 
the early stages of acute mania the bromides, chloral, hyoscine hydro¬ 
bromide, and other sedatives are useful; but a hot bath at a temperature 
of 104° F., and cold water simultaneously poured upon the head are most 
efficacious in inducing sleep. In melancholia, where arterial pressure is 
usually high, paraldehyde in doses of iq^xl. to iq^xc., or even more, is 
a valuable hypnotic; so is morphine; but a l-grain'dose of erythrol 
tetranitrate, by reducing blood-pressure, will frequently act better than 
anything else. 

In mild cases of delirium tremens sleep usujtlly comes on after a 
time, whatever treatment be adopted; in the more severe cases chloral 
and bromides, alone or in combination, are beneficial. Paraldehyde is 
rerommended by some physicians. Opiates may be given, but in most 
cases hyoscine is probably a more efficient remedy. Amongctbe medical 
officers of the United States army 20 grains of powdered capsicum* 
in the form of a bolus is the favourite hypnotic in this complaint. I have 
no practical experience of this prescription, and cannot therefore express 
any opinion of its value as a mode of treatment. Cerebral depressants 
should be given as little as possible, and the treatment should be con¬ 
fined chieflj^ to feeding and tonic measures. 

In pneumonia sleep comes usually at the crisis; but where this has 
not occurred I have occasionally seen a hypnotic, such as ckloralamide 
or paraldehyde, turn the scales in favour of the patient. 
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In pleurisy, and most other serous inflammations, 6 to 10 grains 
of Dover’s powder usually conduce to sleep; mainly "by relieving the 
pain. A hypodermic^njection of morphine may be given with the same 
object in view. 

In bronchitis, chloral,and chloralamide are safe hypnotics; as a rule 
opiates are to be avoided. 

The sleeplessness of'asthma is relieved by remedies which cut short 
an attack, such as chloral hydrate, the fumes of Himrod’s and other anti¬ 
asthmatic powders, the hypodermic injection of morphine, or, in some 
cases, a dose of 5 to 10 grains of citrate of cafteine. Bromides are also 
useful and so is paraldehyde, which both relieves the asthma and 
causes sleep. A^lmnge of locality, if only to another part of the same 
town, often sucdeods. In one case, the removal of a student from 
Downing College, Cambridge, to a house across the street brought relief; 
and in another of my pupils the change from Caius College to a house in 
another part of the town brought to an end a most troublesome 
attack of asthma. 

The insomnia of heart disease is benefited by digitalis, strophanthus, 
strychnine, and other cardiac tonics; but in some cases it is necessary 
to resort to morphine, either by the mouth, or still better, hypoder¬ 
mically, as first suggested by Professor Allbutt. Paraldehyde and 
chloralamide are most useful in my experience; they are less depressing 
to the circulation than chloral hydrate. Ice to the head is recommended 
by Dr. A. Morison, where the vital forces are not too low, or the 
temperature subnormal. It often produces sleep rapidly, with a more 
regular cardiac action. Heat may possibly answer in other cases pre¬ 
senting a subnormal temperature. 

In chronic Bright’s disease insomnia is occasionally very troublesome. 
Eliminants, such as aperients, should be tried, and if they do not succeed 
chloral hydrate jnay be given; it is a safer drug in kidney than in 
heart disease, the*accompanying reduction of blood-pressure being usually 
beneficial. Morphine and hyoscine hydrobromide subcutaneously in¬ 
jected have been recommended in obstinate cases; but their employ¬ 
ment requires great oaution. Erythrol tetranitrate, by reducing blood- 
pressure, often acts like a charm even when sedatives have failed; and in 
one of my patients thorough rubbing of the skin by means of a flesh¬ 
brush induced sleep, and very materially relieved the restlessness of this 
complaint.* In the sleeplessness dependent upon cirrhosis of the kidney 
* Dr. Nestor Tirard recommends hyoscine, sulphonal, and paraldehyde; 
he is opposed to the use of opium and morphine. 

When pain is the causal factor of insomnia morphine is the best 
general remedy, and it should bo pushed until relief is obtained. In 
cases of neuralgia, locomotor ataxy, and so forth, some of the syntheric 
analgesics—phenazone or phenacetin—are of value. The|e drugs act 
also, I believe, as hypnotics in cases where there is no pain. 

Calciian chloride is a valuable remedy in the insomnia due to pru¬ 
ritus. 


Sysr£JI/ OF MEDICINE 


7Sa 

This article would be incomplete without a more detailed reference 
to some of the lAore important hypnotics. These are comparatively few, 
although the number of the drugs of this cljus which have been 
advocated from time to time is large. 

The bromides of potassium, sodium, and aimmonium are mild, safe, 
and trustworthy hypnotics. They tend to depress the functions of the 
spinal cord, but their effect upon the heart, lungs, and other organs is 
small. Potassium bromide is the most 4cpi'^8ing of the three, am¬ 
monium bromide the least; but in therapeutic doses this action is not 
very obvious, and the potassium salt is the most convenient to use. By 
many it is regarded as the most trustworthy. 

Various other bromides also—for example, lithium bromide and 
hydrobromic acid—^have been given as hypnotics;»but none of these 
presents any material advantages over the salts more commonly used. 

The bromides are useful in cases of insomnia due to worry or over¬ 
work. When relief cannot be obtained by non-medicinal means they 
are valuable to break the habit of sleeplessness, and thus to restore the 
brain to a more normal condition. In the presence of pain, however, 
they are generally useless. They are also the most useful drugs for 
repeated administration, as they appear to produce less serious ill effects 
than other remedies of this class. The dose may be given just before 
retiring, or, as recommended by Macfarlane, in two or three doses during 
the latter half of the day. 

Chloral hydrate is a more powerful, but also a more harmful drug 
than the bromides. It produces general nervous depression, affecting 
both the brain and spinal cord; and it is also markedly depressant to 
the heart and vascular system. On this account it should be avoided 
in all cases of heart disease with symptoms of heart failure, and generally 
in diseases with a low blood-pressure, such as enteric fever. In cases 
of high arterial pressure, however, it may usually bp given with im¬ 
punity. . Also in the more simple forms of insomnia, when bromides 
prove insuiicient, to combine them with chloral hydrate is. judicious 
and often successful. It should, however, be used with care, both on 
account of its circulatory effect and its. tendency to form a habit. 
A suitable dose is 15 to 20 grains, or, combined with bromide, 10 
to 15 grains; but sometimes more is required. Large doses should, 
however, be avoided. 

BvtyUihloral will frequently relieve the insomnia due to fteuralgia of 
the fifth nerve. 

As substitutes for chloral, certain derivatives, purporting to possess 
its useful properties without its ill effects, have been recommended. Of 
these two only, chloralamide and chloralose, are of practical importance. 

• Chloralamide, or chloral-formamide, is undoubt^ly leAs toxic than 
chloral hydrate, and does not produce the same depressant effect upon 
the circulauon and respiration; but it is also a less powerful hypnotic. 
It may be used in doses of 30 to 40 grains in all cases wher0*ehloral is 
indicated, and in some forms of heart disease and bronchial affections. 
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Chlcralose is a more powerful drug than either chloral hydrate or 
•chloralamide. It differs from them in stimulating instead of depress¬ 
ing the functions of tjie spinal cord; in animals, to cuoh a degree 
that convulsive tremors are produced. The heart is said to be unin¬ 
fluenced by therapeutic dotes; the blood-pressure is slightly raised. It 
may be used as a general hypnotic, and is especially recommended in 
cardmc and digestive trounles. In chronic Bright’s disease, and others 
attended with increased arteris^ blood-pressure, it is contra-indicated on 
account of its influence in raising the pressure. Various opinions have 
been expressed about this drug. Some have found it beneficial, others 
not; and some have observed spasmodic twitchings from its use. It 
may be given in doBes of from 3 to 6 grains in 1^ to 2 ounces of water 
a little while before going to bed. 

Paraldehyde is a safer drug than any of the preceding. It produces 
sleep without any distinct respiratory or circulatory effect; but it is 
slightly irritant to the gastric mucous membrane, and possesses an 
unpleasant smell, which can be detected in the breath after its adminis¬ 
tration. On this account, indeed, it is not so likely to cause a habit, 
although a few cases of this are on record. It may be generally 
used as a hypnotic, and is specially serviceable in asthma, heart disease, 
and melancholia. It is best administered with tincture of orange, in 
a dose of n\_xl. to I1\^xc., or upwards. Dr. Clouston has given ”)iv. to 
",vj. doses. 

Sulphonal and trional are valuable hypnotics; the former in doses of 
15 to 30 grains produces sleep in two to three hours, followed by no 
ill effects. Drowsiness is sometimes experienced during the following 
day; and the sleep of the succeeding night is often as sound, or sounder, 
than that of the night of administration. It possesses no action on the 
circulatory and respiratory systems. As it is slightly cumulative, re¬ 
peated dosage may, lead to haematoporphyrinuria and other untoward 
effects, and on this account it should not be continued longer than from 
four to five days. An interval of an eqjial or longer period ^ould be 
allowed to elapse before resorting to it again, if this be necessary. 
Owing to the insolubility of the drug in cold water, it is best given 
in hot fluids, such as milk or soup ; in this way a more rapid effect is 
obtained. Sulphonal is useful in all mild forms of insomnia, and one 
dose often produces two nights’ sleep. It is adapted for continued 
administratiodl provided that intervals are allowed to elapse every few 
da'ys, and that care be taken to avoid constipation. . 

Trional possesses similar properties to sulphonal, and exerts a similar 
, effect. It is somewhat more powerful, and, being more soluble, it does 
not lead to a second night’s rest, like sulphonal. Its uses ace the same 
as those of the "latter drug. It is valuable in the insomnia of children. 
Some authors say that it relieves pain as well as induces sleep.* 

Alcohol, in those unacfostomed to its use, is a valuable hypnotic in 
mild cases; upeeially in the form of beer, stout, or whisky, at bed¬ 
time. 
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‘X have ceased to use urethane as a hypnotic, as it is very Uncertain 
in' M action; and chloial-urethane or ural—introduced by Poppi—has 
ho %dyantageB over chloral, as in like manner it lowers blood-pressure. 

Opium and its chief alkaloid mm-phim are the most useful hypnotics 
^here there is great pain, and only in a few<other cases should they be 
used; for instance, in recent and acute insomni^ from worry, overwork, or 
shock. Their influence on the heart and vascular system is small, so that 
in heart disease, especially if attended with pain, they may generally be 
employed; but their influence upon the respiration is well marked, and in 
all respiratory diseases accompanied by impeded respiration from excessive 
secretion they should be regarded with disfavour. Opium inhibits 
most secretions, constipation and other-undesirable efi'ects usually accom¬ 
panying its use. Rapid habituation also ensues, ■'and in some patients 
marked excitement results from its first administration. 

In painful maladies morphine hypodermically should be pushed until 
the pain is abolished; but on account of the well-known toxicity of the 
drug, care should be taken in its administration. In heart disease, ^ to ^ 
of a grain of morphine may be given subcutaneously, especially if there 
is stenocardial pain; or the drug may be taken by the month. 

Opium is more slowly absorbed than morphine, and its action is cor¬ 
respondingly slower and more prolonged. It also possesses a greater 
local effect upon the alimentary canal, producing more marked constipa¬ 
tion. It may be used to prolong the effect of morphine, or in cases, such 
as gastric cancer, where a local effect may be of value in aiding its general 
action. 

Owing to the rapid establishment of tolerance, its ill effects, and 
tendency to induce a habit, morphine is not a good general hyp¬ 
notic ; and many attempts have been made to discover a substitute 
possessing its hypnotic and analgesic actions without its inconveniences, 
but so far without success. Certain derivatives of morphine have been 
suggested; but these are mainly sedative, and are not sufficiently power¬ 
ful to be used in those cases where morphine is indicated. 

Hyoscine, in the form of one of its salts, is one of the most powerful 
hypnotics we possess, and is said never to induce a habit. It is of special 
advantage in restless cases, such as the insane, where it is impossible 
to administer drugs by the mouth and undesirable to give opium. ' 
It is, indeed, the best substitute for morphine we possess; rarely 
prodjKcipg excitement, and an atropine-like effect occurAng only after 
conii^rable doses. Owing to its great toxicity care must be taken*in 
its '-administration; ^ 5 - to grain of the hydrobromide, given 
hypodermically, is usually sufficient, under ordinary conditions, to pro- „ 
duce sleep; but in the insane large doses—grain, or even grain 
—are often required. These quantities should not, hftwever, be given 
as initial doses. Valvular disease, so common in acute mania, is a 
contra-indication to its use. A combination ,of chloral with grain 
of hyoscine, or with morphine, has given excellent resulfti in cases of 
obstinate insomnia with excitement. 
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Hyoseyo/mAne has been used as a hypnotic in cases in which hyoscine 
is of benefit, but it is not so valuable. It produces more numerous ill 
effects, and its sedative^action is leas powerful. The other members of 
the atropine group are even less useful. Hurd recommends a teaspoon- 
ful of the tincture of hyoycyamus at bedtime as a useful hypnotic in 
cystitis. 

Cannabis indica is used by many as a hypnotic. It is, however, apt 
to produce excitement, and sopietimes this is not followed by sleep. It 
does not produce constipation as opium does, and it is less toxic; in fact 
no fatal case of poisoning by this drug is known. Its greatest drawback 
is its inconstant composition owing to its deterioration with age, and so 
far no official action has been taken to obviate this. Several prepara¬ 
tions are on the m&rket. The best are the extractum cannabis indicse of 
the British Pharmacopoeia, Merck’s cannabinon and extractum cannabis 
indicse, and cannabinol. A convenient dose to begin with is half a 
grain of the extract, but with many samples this amount has to be 
exceeded. There are no special indications for its use. It is given in 
migraine and neuralgia, and often alleviates the pain of gastralgia in 
old people; but it is not a powerful analgesic. In other forms of pain 
it is less valuable. It may be regarded as a general hypnotic except 
in cases where its excitant action is contra-indicated; and if a good 
preparation can be obtained, it appears to be a valuable one. It is 
an ingredient of the much-advertised hypnotic “ bromidia.” 

Fellotine, an alkaloid of a species of cactus (Anhalonium Williamsii), 
has been recently advocated as a hypnotic. Sufficient clinical data, 
however, have not yet been obtained to establish its value; and, as far 
as we can judge, the results of purely scientific investigation do not 
prove it to be better than other well-known drugs. It has been used in 
insomnia from various causes. In locomotor ataxy and other painful 
conditions sleep w&a produced in some cases, but the pains returned on 
awaking. No unpleasant after-effects are said to occur, but giddiness, 
restlessness, and slowing of the pulse are occasionally noted before 
sleep takes place. The dose recommended is J to J of a grain, but Jolly 
states that 1 grain is the proper dose. 

Two other agents may be used to induce sleep if the measures 
previously considered fail; namely, electricity and hypnotism. 

£fecfnci<y^—Electricity is regarded as a valuable agent by those 
aficuBtomed to use it, but it is generally recognised that its employment 
is empirical. In some cases it produces excitement rather than sleep, 
and it is said “ to be largely a matter of experiment as to who will and 
who will not sleep bettor after its use.” In the majority of cases, how- ^ 
ever, sleepinesEP is induced, and, according to Eskridge, the cases most 
commonly benefited are those in which the insomnia is duo “i^ mental 
overwork, worry, alcoholism, and supposed hypersemic conditions of the 
b rain generally.” Biggs also states that it is most useful in the 
sleeplessness accompanying nervous and mental disorders. 


^ srsrsM 0F if^iciHE 

mnileH of electrification-—general faradiaation. galvimiBation 
^ tE4 kwl, cervical sympathetic, etc., and static electrification—are in 
tiise^' Dr. Lewis Jones recommends general faradisation or the faradic 
batii, but the majority of electricians are in favour of galvanism. Weak 
currents (1-3 milliamp^res) directed longitudinally and continued until 
the patient feels drowsy, sometimes 15 to 20 minutes, or even 30 
minutes, and repeated on alternate days, appear to produce the best 
results. , 

In some cases static insulation is preferred, and positive insulation 
is said to be better than negative (Rockwell). The method as practised 
by Dr. H. McClure, late of Cromer, is as follows : the patient, insulated 
on a glass stool, is brought into connection with the conductor of a 
Carr6 or Holtz machine. When thoroughly electrified a fine metal 
point is held opposite several spots on the scalp and forehead, but not 
near enough to produce a spark. The sensation is as if a light wind or 
breeze was playing over the part, and sleep is said often to come on 
while the treatment is being employed (Whitla). 

The influence of electrification, in whatever way it is used, is said to 
be both temporary and permanent. The temporary effect occurs during 
the first few nights, and is never so great as that obtained from drugs. 
But the permanent influence is the end to be obtained. As compared 
with drugs electricity possesses the advantages of being free from ill 
effects, and the danger of forming a habit, but in some cases it fails to 
act, and may even aggravate the symptoms; consequently its effects 
must be carefully watched (Riggs). 

Hypnotism .—Cases of insomnia, rebellious to all other forms of treat¬ 
ment, may be treated by hypnotic influence, but only in the hands of 
a properly qualified and specially experienced medical man. Under such 
conditions 1 believe it to be a valuable therapeutic agent. 

Somnolence. —Somnolence, or excessive sleepiness, as previously 
mentioned, occurs in persons of feeble intellect. Some old people also 
sleep a great deal. In cases of organic brain mischief, especially cerebral 
syphilis (Buzzard), and in some epileptic and hysterical persons, somnolence 
is met with {vide art. “ Hysteria ”). It has also been attributed to the 
reflex irritation caused by round worms, as the removal of these has 
caused the somnolence to cease. Some sufferers from anaemia, leukaemia, 
and myxoedema sleep too much, the last more especially ix the daytime. 

The sleeping sickness, or negro lethargy of the West Coast of Afridk, 
is, as its name implies, attended among other symptoms by drowsi¬ 
ness, which gradually deepens into somnolence and profound coma 
(see article on this disease, vol. ii. p. 479). 

. Dbe\ms and Nightmare occm* when certain cortical centres are 
active, whilst others are in abeyance. They fr^uently arise from indiges¬ 
tion ; but occasionally they are the forerunners of apoplexy or insanity. 
“The recurrence of a peculiar and unusual dream night after night. 
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particularly if it is of a terrifying kind, should always aipuse suspicion ” 
(Macfarlane). A patient of mine, an old lady of eighty-one, had a 
most distressing drealti a day or two before an attack of right 
hemiplegia. 

The Night Terrors *of children arise in connection with alarming 
dreams. They usually occur in neurotic children, from one to four years 
old, during the first hour or t\fo after they go to bed, when the sleep is 
most profound. Dyspepsia is the commonest exciting cause. Children 
troubled with this affection need soothing by a mother or skilful nurse, 
careful dieting, a sVunachic mixture or powder, and a dose of bromide 
at bedtime for a few flights in succession to calm the cerebral centres of 
emotion. 

Sleep-talking or somniloquy, and Sleep-walking or somnam¬ 
bulism, are states in which the whole brain is not asleep, but certain 
centres continue in activity. Some persons, whilst apparently asleep, 
may even carry on a conversation, as if they were awake. 

Somnambulism, which has been described as an acted dream, runs in 
families, and occurs about equally often in the two sexes. The subjects 
of it can perform extraordinary feats, such as unlocking doors, walking 
in dangerous places, as on the edge of a precipice in the dark, scaling a 
partition of considerable height (8 to 10 feet) between two sleeping- 
apartments j and they usually do all this without injuring themselves. 

It is necessary in some of the worst cases to keep the patient in a 
room locked from the outside, to fasten all windows, and occasionally to 
chain one leg to the bed, so as to wake him if he begins to walk. The 
general health should, of course, be carefully attended to. 

J. B. Bradbury. 
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EPILEPSY 

The Name.—Epilepsy is a disease of which the chief feature is the 
recurrence of sudden brief attacks in which consciousness is lost, and with 
it the control of the muscles. In consequence the patient falls, and the 
malady received from our ancestors the apt symptomatic name of the 
“falling-evil” or “falling-sickness.” But the muscles commonly pass 
into a state of involuntary contraction, sometimes slight, but generally 
intensely energetic, fixing the frame in some strained posture, stopping 
the breath until the aspect is that of strangulation, and passing away in 
violent shock-like spasms which leave him in a stato of unconsciousness 
with life only not extinguished. To the Greeks it seemed that the attack 
must be the work of some unseen agent of demoniacal ferocity and strength, 
and hence they gave the disease the name of epilepsia, a “ falling upon,” 
as by a spiritual agent. This involved a theorefical pathology which was 
apparently absent from the simpler Anglo-Saxon conception. The same 
idea, however, is preserved to us in the popular designation “ a seizure,” 
and is not quite absent from the name applied so widely^in the descrip¬ 
tion of diseases as “an attack.” ,, 

Definition.—^More careful obseri’ation has shown that neither fall nor 
convulsion is a predominant or even dominant characteristic of the 
disease, common as each feature ia It has shown also that the attacks 
which constitute the malady present variations so great both in degree 
and in character, as to baffle every attempt to frame a cfinical definition. 
The only^efinition which embraces all forms is “ recurring attacks, sudden 
and very brief, of disturbances of some of tb& cerebral functions, acting 
on consciousness, which are not due to a cause outside the*^brain.” But 
this definition is at once too wide and too narrow. It would exclude 
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ases in wMch local spaam continues for hours, and it would include 
nany casra which must be classed as pure vertigo and not as epi- 
epsy, while it would AOt include the cases in which convulsions arc 
he result of a local injury to a nerve, cases which are, it is true, rare 
inongh. • 

A nearer approach ty adequacy may be found in the pathological 
lefinition that epilepsy is recurring sudden brief discharge of nerve 
inergy in some part of the cerebral cortex, not duo to the normal cause 
)f such discharge. Exceptions may bo taken even to this description, 
ind their character will appear in the sequel. A definition of epilepsy 
vould not indeed be worth even this slight attempt, were it not that the 
ailure may make ^me facts, to be mentioned presently, more instructive. 
The only use of dentfing is to enable us to see better what is on each side 
»f the line. But Nature, when she can, defines a country by a winding 
iver or a range of mountains. We like to ignore all this, and draw 
itraight lines. 

Pathological definition .—Accordingly it may be worth while to see 
vhat the pathological definition marks off. The sudden discharge of 
lerve force, so conspicuous in a convulsion by the muscular spasm it 
)roduces, may be traced also in all the minor forms of the attack. In 
be sensory centres it acts, as we say, “upwards,” so as to influence 
consciousness only, and may cause, for instance, an appearance of bright 
itars. When the attack consists of loss of sight, or simply of loss of 
consciousness, there is an apparent exception. We associate “discharge” 
.vith over-action. But over-action in one part may arrest action in 
mother. 

The sudden liberation of nerve energy in the gray matter of the 
cerebral cortex occurs in epilepsy without the normal stimulus. There 
s much in this statement that will render the facts of the disease more 
iignificant, although it is only possible to glance very briefly at that 
tvhich underlies it. 

The function of the nervous system, and especially of the cortex of 
the brain, depends upon a capacity for instant release of nerve energy. 
The instantaneous reflek action, the instant bound away of a frightened 
animal, prove that the gray matter must hold nerve force almost released. 
Releas^ from what 1 We must regard the energy of nerve and muscle 
which is excited by a touch upon the skin as a form of physical energy, 
^culiar beca&se acting under the influence of life, released and conducted 
in living tissues. It is probable that the energy from which nerve force 
is released is latent chemical energy; with this latent chemical energy is 
inter-atomic and inter-molecular motion, and that nerve energy is a form 
of transmitted motion by transmitted chemical processes. The reasons 
for thinking tMls I have stated elsewhere (1). 

The point for us now is that the nerve force must bt* ready for 
instant release in the gm^ matter. W’hatever its source, it must be held 
in a state of most delicate equilibrium by the restraint which keeps it un¬ 
released but ready. Indeed, there is good reason to think that, to use 
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a simile the ve^ls which hold it most be not only filled to the brim 
and delicately poised, but must be actually overflowing. Both the facts 
of tile constant process of nutritional change, and the evidence of constant 
activity in the nervous system, lead to the conviction that the readiness 
of the nerve energy is obtained by its constant overflow, that the chemical 
processes which induce its sudden generation are,.always going on in slight 
degree, and that only thus is it kept so as to be released at once in the 
needful degree. r 

But this involves a conception of extreme delicacy of adjustment between 
the chemical relations—the tendency of the atoms to unite in fresh and 
closer combinations and release their latent energy, that is, their surplus 
motion—and the attraction which keeps them from sc^ doing. It makes 
it easy to conceive that the slightest deviation from* the normal relation 
between the atoms and the molecules may bring these into a position in 
which the equilibrium is suddenly overturned, and a quick combination 
and sudden release of energy occurs. We can understand that this may 
be from that marvellous inherited tendency which produces such precision 
of correspondence between parent and child in the process of nutrition, or 
that it may be the result of acquired causes, from the sudden shock of a 
concussion, mental or physical, or of a cerebral lesion which has slightly, 
but only slightly, implicated the gray matter in a certain part of the 
cortex. Indeed, when we consider what the state of the nervous system 
miut be in its natural function, we cease to wonder that many persons 
become epileptic without any traceable cause, and our marvel rather is 
that all persons are not liable to such fits. 

The release is normally effected by a stimulus of a certain character 
acting in a certain direction among the complex molecules of the nervous 
system, the arrangement of which facilitates its transmission and action. 
In the lecture referred to (4) it is maintained that such a stimulus may be 
best regarded as atomic motion which, added to the prct existing motion of 
the latent energy, causes this to form the new and fresh combinations in 
which there is less constant motion. 

A morbid relation of the most delicate and minute character between 
the molecules may make them susceptible to motidn which comes by some 
other path which we do not discern. Discharge without the normal 
stimulus may not mean discharge without any stimulus: yet even this 
is possible; we can conceive that the defective equilibrium may entail 
a disturbance of the balance, when a certain point is relkched, and p 
discharge which has no other cause than the nutritional augmentation 
of its own tendency. 

The important fact thus is that an extremely slight derangement of 
the constitution of the nerve tissues may cause a liability to sudden 
'discharges of nerve force, slight and loctd or severe and wiUe. 

Becurrivg tendency constihUes the disease .—But another equally important 
fact must be recognised. The liberation of neavous energy involves the 
escape of some atoms of the nerve tissue which are at once i^placed from 
the plasma adjacent to them under the mysterious nutritional influence of 
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life. The rearrangement is the same, and yet not quite the same. It 
differs in just the degree and character to make the same release of nerve 
energy more easy. Ei»ery action paves the way for its own recurrence. 
The effect is greater the more frequently its occurrence. This is the 
secret of the acquisition of skill; it constitutes the physical basis of 
memory; it is this whiqk facilitates the repetition of a given morbid 
process, and this causes the recurrence of discharge which makes epilepsy 
a persistent disease. The recurrence of attacks is one great feature of 
epilepsy, and the recurrenco is in great measure the result of the previous 
attacks. Every lit is in part, at least, the result of those which have 
preceded it, and in part a cause of those which follow it. Hence the 
immediate cause qf the first fit mrist be regarded as the cause of the 
disease, although th8 essential cause is the disposition, that is, the state 
of nutrition, which makes such discharge possible. When equilibrium is 
unstable a trifling influence may overturn the balance, and cause an effect 
quite out of proportion to the apparent cause. The degree of instability 
may, of course, vary; and when it is not great the first attack may have 
been due to some cause of considerable power. Even then, however, we 
must ascribe the special effect to the special predisposition. 

Thrae considerations will make it easier to understand the causes of 
epilepsy in so far as they are comprehended. But one other important 
question must also be noticed. 

General and local change .—In what is called “ idiopathic ” epilepsy, that 
which is largely the result of inheritance, the morbid state consists in some 
trifling alteration in the chemical constitution of the gray matter in which 
the instability spoken of consists. But a similar instability may be the 
result of obvious disease. It is not indeed directly due to disease that 
can be seen in the damaged part, because for disease to be visible 
the destruction of nerve tissue must have made even morbid action 
impossible. But beyond the visible disease, whatever its nature, is a zone 
of altered nerve tissue in which the slightness of the change permits 
activity in altered form. In such cases the discharges spoken of may take 
place. Arising locally, they spread through the brain according to their 
energy, and then leave tendency to repetition, which involves parts un¬ 
affected by the primary disease. It is not customary to include under 
the term “ epilepsy ” active progressive brain disease, such as a tumour, 
even though it cause epileptiform convulsions. But there is a large cl^ 
qf cases in '^hich an old spot of disease induces such discharges, which 
may be slight or local at first, but spreading when more intense, and 
ultimately leaving a general disposition which may be hardly distinguish¬ 
able from idiopathic epilepsy. Although these cases are quite distinct in 
primary causation, they are not practically separable from those of idio¬ 
pathic epilepsy. 

Perpetuation of reflex awitwlsioKS.—A third group occupies «a curiously 
intermediate position. There are cases in which some local irritation, for 
instance in the intestinal canal—generally tapeworm—has excited “ reflex 
convulsions,” which had been so many times repeated before their cause 
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was temoved, that a persistent habit of brain function was established. 
Thk may happen even withput any inherited disposition. It is possible 
that some other influences, acting on the nervous scirstem from the outside, 
may have a similar result. Such cases do not ultimately differ in any 
important way from the common idiopathic disease, but it is necessaiy 
that their initial character should be discerned. , 

Source (if the discharge .—have spoken of the discharge of nerve energy 
as proceeding from the gray matter and not from the nerve-cells; and it 
may be noticed that nothing has been said of morbid changes associated 
with the idiopathic disease. The two omissions are connected in a 
significant manner. Up to the present time it has been a fundamental 
conception that the nerve-cells from which the fibres proceed are the 
source of the nerve energy which passes along the fibres that proceed from 
them. Apart from any opinion regarding the electrical nature of nerve 
force, the obvious analogy between the large cell as a generator and the 
sheathed fibre as a conductor, has aided in fixing firmly the conception. 
But the labours of histologists, of Max Schultze thirty years ago, and of 
Bamon y Cajal, of Schafer, and others in our own day, coupled with the 
known facts of physiology, make it necessary to relinquish this simple 
and attractive notion. We must, it would seem, regard the function of 
the nerve-cells as nutritional only. On them depends the life both of the 
processes, short or long, which conduct to them, and the long axis-cylinder 
process which conducts from them. Through the cell pass the separate 
fibrils of which the apparently homogeneous axis-cylinder really consists. 
These arise, without continuity with others, in the spongy gray matter; 
becoming associated in the “ branching processes ” they reach the ner\’e 
cell to pass through its protoplasm without interruption. We must 
regEird the spongy gray matter as the substance in which the nerve 
impulses arise under the influence of other impulses conducted to it; 
and we must therefore look to this, and to this alone, as the place in 
which any alteration exists that underlies the phenomena of epilepsy. 
The eyes of the observer hitherto have been fixed on the cells and 
on the cells alone. We do not yet know how to unravel the complex 
structure of the spongy substance so as to discetn the normal relations 
and aspect of its constituents. We are not yet on the threshold of the 
observation of such local disease as must exist in idiopathic epilepsy. 
Perhaps we never shall be. But it is at least easy to see why we at 
present know nothing of the pathological anatomy of the m&lady. Eve^ 
the aggregations of atoms which form the organic “ molecules,” under the 
influence of life, are far beyond our power of observation; so far, indeed, 
that a vast amount of change, involving extensive and constant functional 
disturbance, may result from a change in nutrition which cannot be 
I'ecognised by any means at our disposal. Any perceptible*’alterations are 
more likelycto be the result of the functional disturbance than the cause 
of it. Functional action involves local vasculaih disturbtmce, and this, if 
intense, may be manifested by such visible effects as are leen in the 
medulla oblongata in hydrophobia. But before we can hope to discern 
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that which is connected with the finer disease of the spoi^y gray matter, 
we miut first become conversant tvith its minute features under normal 
conditions. * • 

Causes. —^The preceding sketch of the etiology of epilepsy should make 
it easier to understand the facts of its causation, and should also make it 
unnecessary to dwell on tjieir significance. The most important impression 
which the reader should retain from it is that the conditions of the normal 
action of the brain involve a state of tension ready for release of energy, 
and a delicate equilibrium which makes the abnoimal sudden liberation of 
energy readily produced, either in consequence of a slight primary per¬ 
version of the conditions on which the balance depends, or a sudden and 
excessive shock t^ them. 

Heredity. —Epild^y is an inherited disease. Epilepsy and insanity 
certainly nui together in families. The general tendency to one involves 
also the tendency to the other, although not often in the sttme individual. 
In seeking for the family antecedents of epilepsy, it is found that insanity 
is the only other disease to be taken into consideration. Other neuroses 
have too many different connections, or these are of so common a kind as 
to be comparatively insignificant. But if only epilepsy and insanity are 
considered it is found that in half the cases of epilepsy there is a family 
history of one or both of these diseases. If the facts be gathered from 
the lower classes, who seek relief and yield data at the hosjntals, this 
association can only be traced in a third of such jmtients. But when 
cases are carefully investigated in private, the proportion rises to one-half : 
and even this estimate is doubtless below the truth. In the present 
generation the morbid facts are generally known, but uiipleitsant events in 
antecedent generations are often unmentioned in a family, and the know¬ 
ledge of them may thus be lost. 

Of diseases outside the nervous system, it is not possible at present to 
discern any which stand in a definite relation to epilepsy. Phthisis was 
once thought to be connected with the disease by some hereditary 
mechanism, and the cases of phthisis to be heiird of in the families of 
epileptics are many. But the ratio is not found to be larger than in the 
families of those who 'are not epileptics, and an investigation from the 
side of phthisis clearly showed that the apparent connection was due to 
the frequency of phthisis. In the same manner it is not possible to say 
whether inherited gout has an influence in the production of epilepsy. It 
is difficult ft) resist the eridence of a connection between inherited gout, 
migraine, and neuralgia; but the connection l>etwecn these diseases and 
epilepsy, although definite (at least so far as migraine is concerned), is yet 
so slight and infrequent as rather to oppose than support the idea that 
inherited gout is a factor in the production of epilepsy. That the 
individual subject of epilepsy may suffer more in consequence of tRe 
systemic disturbance of gout is of coiu^e intelligible withoj|t any causal 

relation. ^ * -i u u- 

The cdhsanguinity of parents necessarily intensifies the family habit, 
but there is rio evidence that it has any influence in producing the disease. 
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Such marriages are indeed far too rare to furnish any material from which 
an opinion can be formed. 

Sex .—The influence of sex at all ages is not great. For eveiy twenty 
males twenty-one females suffer from epilepsy. This is the result of a 
careful comparison of nearly 3000 cases, from which all examples of 
hysteria, not associated with true epilepsy, have })een excluded. In some 
small collections previously published malea have slightly preponderated, 
possibly from the inclusion of cases of syphSitic brain disease. 

Agt has a great influence on the pr^uction of epilepsy. This may 
indeed be expected from the tendency to spasm and conA^sion which is 
conspicuous in childhood, which lessens as the stability of full development 
is achieved, and is again increased during the changp with which the 
period of childhood ends. The periods of this chai%e, and of the first 
three years of life, are those in which epilepsy most frequently commences. 
One-eighth of all cases begin in the first three years of life, transient 
infantile convulsions being excluded. Not less than a quarter of the cases 
begin in the four years, 13, 14, 15, and 16, which, in the majority of cases, 
include the epoch of puberty. In the second decade, indeed, the malady 
commences as a continuous disease, in no less than almost half the cases; 
and in the first decade in more than a quarter: thus three-quarters of the 
cases of epilepsy begin before 20 years of ago. The third decade is 
responsible for anotW sixth, leaving only one-twelfth to commence 
after 30 years of age. But the persistently recurring fits may begin 
as late as 70 years of age. Yet only one case in 200 commences 
after 60. 

Sex and age .—There is apparently an absolute identity of the two 
sexes in the early period of embryon^ development. There is a similar 
correspondence between them in their nervous characteristics in the early 
period of separate existence, especially during the first two or three years 
of life. Yet the existence of a profound difference in the nervous system 
of the two sexes is shown by the fact that in cases of epilepsy commencing 
in the first ten years of life the females exceed the males by 8 per cent, 
and the difference is greatest in the first year, in which the males are 
little more than one-half the females. Puberty ha£ a far more profound 
influence on the nervous system of females than on that of males, and 
their excess rises, in the second ten years of life, to 20 per cent. With 
adult life the influence of sex is changed. In the third decennium the 
disease begins in the same number of males and females. Between 30, 
and 40 the males are for the first time in excess by no less than 20 per 
joent'. Between 40 and 50 their excess attains nearly 30 per cent, 
wtor 50 the same relation persists, but the numbers are too few to 
pittnait accurate comparison. Cases of idiopathic epilepsy begin in males 
up to 75, but almost, if not quite, exclusively in males. We may find 
an explanatif^n of these facts in the exposure of the nervous system to 
more constant strain of anxiety in men, but it may also be that some 
compensatory indisposition is developed in women who have ihaintained 
stability through the trying period of development. Certainly facts yield 
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It is therefore thought by many that Weichselbaum’s D. intracellulariB 
meningitidis is the true cause of the epidemic form of cerebro-spinal 
meningitis. * 

The bacteriology of posterior-basic meningitis, of the type described 
in this paper, has been investigated by our friend and colleague Dr. Still, 
Medical Begistrar and Pathologist to the Hospital for Sick Children, who 
has kindly given us the following report:— 

“ The bacteriology of posterior-basic meningitis .—The presence of a diplo- 
coccus in pure growth in the exudation at the base of the brain has now 
been demonstrated repeatedly in the simple posterior-basic meningitis of 
infants. There is go(^ reason for supposing that the disease is due in all 
cases to the presence of this micro-organism. Exammation of nine con¬ 
secutive cases showed that the diplococcus was present in all except one 
case, which proved sterile. The sterility in this case was proliably due to 
the fact that death occurred nearly four months after the onset of the 
disease, when all exudation had already been replaced by fibrous adhesions. 
It seems probable that in such cases the micro-organism may have 
disappeared completely; but subsequent experience has shown that even 
after the lapse of nearly four months from the onset the micro-organism 
may still bo found in the cerebro-spinal fluid in the lateral ventricles. 

“ The diplococcus of posterior-basic meningitis consists of cocci which 
vary in shape from an almost complete sphere to a hemisphere, and have 
their opposed surfaces flattened or even concave. The two cocci can be 
seen to be separated by a narrow clear space. It is smaller than the 
pneumococcus and does not show the lanceolate form so common in 
pneumococcus. No definite capsule has yet been demonstrated. Both 
in the exudation at the base of the brain and in cultures there is a 
tendency to grouping in pairs, so that an appearance like that of M. 
tetragenus, or of sarcinse, is produced. In gro^vths on solid media two or 
even three diplococci are occasionally seen joined end to end, but this 
arrangement is rare, and there is no streptococcic growth like that seen 
in cultures of pneumococcus. In the exudation the diplococci sometimes 
appear to be intracellular, but such an appearance is exceptional, and in 
most cases is not seen at all. There is no difficulty in staining it by any 
of the oidinaiy methods; save that this diplococcus does not stain by 
Gram’s method—an important means of distinction from the pneumococcus. 
It is aerobic, and grows in the incubator at a temperature of abdut 37° C.; 
no growth occurs at the ordinary temperature of the room. Agar-agar 
or glycerin-agar may be used as the medium; on either of these growth 
is rapid, and in subcultures may be recognisable within four hours. 
If some of the exudation from the brain be smeared on these media the 
growth is seen as small, round, slightly raised colonies of a grayish white 
colour which tend to run together to form larger irregular rosette-shaped 
patches; in streak subcultures the growth consists of a slightly raised 
-grayish white streak with a tendency to beading at the margin. Li either 
case the thickness of the growth and the larger size of the colonies 
contrast markedly with the very thin, translucent, minute colonies of the 
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pneumococcus. On blood-agar—^that is, agar on the surface of which there 
is a thin layer of sterilised blood—growth is very rapid and very profuse; 
it has the appearance of thick white paint, and contrasts 'with the smaller 
yello'wish colonies of tlie pneumococcus on this medium. On blood-serum 
growth is very slow and extremely scanty. There is no growth on 
potato, nor on gelatin at the ordinary temperature of the room. In broth 
this diplococcus grows '^ell, producing at first cloudiness of the fluid, and 
subsequently a filmy deposit ^t the bottom of the tube; herein it differs 
from D. intracellularis, which is said by Weichselbaum to show ‘almost 
no growth ’ in broth. In milk growth is abundant, but no coagulation is 



Fio. 88.—=Tlie diplococcus of posterior-basic ineniugltls. * photogmpli. 

Thirty-one hours’growtU on blood-agar. (xlOOO.) 


produced—a further point of distinction from the pneumococcus, which 
certainly often, if not usually, produces coagulation. The addition of a 
trace o^ sulphuric or lactic acid to agar-agar or glycerin-agar prevents the 
gro'wth of the diplococcus on these media. _ j n • * 

^ “ The most striking difference between this micro-organism and D. mtra- 

cellularis is the much greater vitality of the former. Weichselbaum lays 
stress upon the remarkably short vitality of D. intracellulam as one of ite 
chief characteristics, and states that in no case did it live beyond the sixth 
day : whereas the diplococcus of posterior-basic meningitis shows in almost 
all cases a maximum vitality of twenty-four to thirty-four daysion 
media (agar-agar and gfycerin-agar), and on blood-agar lives considers y 

longer (fiftf-three days in one case). .... - 

“The diplococcus of posterior-basic meningitis is pathogenetic for 
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guinea-pigs, rabbits, and mice, when inoculated either by mtraperitoneal 
or (in the case of rabbits) by intravenous injection. Subcutaneous inocu¬ 
lations produce little or no effect—a further important distinction from 
the pneumococcus. The variability of results <5f intraperitoneal and 
intravenous injection is, however, very marked, and in this respect this 
diplococcus seems to differ from the D. intracellularis, which would seem 
to have a more constant virulence. “ 

“The etiological relation of the diplococcus here described to the 


r 





Fiu. 34.—Tli« <.Ui>lococciiH ot }KMtenoi>basic iiieniitgitis. Growth on ngur-ai^r. ^ 

posterior-basic meningitis of infants seems to be further confirmed by the“ 
discovery of the same micro-organism in the periarthritis which occji- 
sionally complicates this disease. The similarity of the exudation about 
the joints to that in the meninges had already suggested identity of 
cause, and it has now been shown (18) that the diplococcus of posterior- 
basic meningitis may be found in pure growth in the exudation about 
the capsule of the joint and the neighbouring \«ndon-sheath8 in these 
cases. ‘ 

“ It will be seen from the account given above that while the diplo- 
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coccus of posterior-basic meningitis resembles in many points D. intra- 
cellularis as described by Weichselbaum, it shows also certain constant 
differences. It seems most probable that these differences are the result 
of natural variation, and represent rather a modification of characteristics 
than a distinction of kind.” 

. Duration.—The average duration of the 14 “vertical” cases was 8-7 
days, the limits being twd days and twenty-four days, the latter limit being 
a little imcertain. Vertical m^ingitis is therefore a disease of short dura¬ 
tion ; it is more rapidly fatal than tuberculous meningitis. 

The average duration of 30 fatal cases of posterior-basic meningitis 
was 7'8 weeks, the limits being three weeks and fifteen weeks. But some 
cases are of still longer duration, and when hydrocephalus superN^eries it 
may be impossible determine precisely the duration of the meningitis. 
Two cases not included in the 30 lasted six months and ten months re¬ 
spectively. Another lasted for months, the child apparently recovering ; 
but death occurred unexpectedly seven months later, when hydrocephalus 
and obliteration of the fourth ventricle were found. Another patient 
apparently recovered in thirteen weeks, but, thi-ee months later, died after 
twenty-four hours’ illness and was then found to have hydrocephalus and 
adhesions between the cerebellum and medulla obliterating the cerebro¬ 
spinal and lateral foramina. Another recovered in four months, but its 
head was then too large; it died two yejirs later after two days’ illness ; 
thei’e was no necropsy. Thus the average duration of fatal posterior-basic 
meningitis is more than twice as long as th<at of tuberculous meningitis. 

Tt seems impossible to state an average duration for cases that end in 
recovery. Some are slight from the first (though it must not be forgotten 
that very slight cases may be followed by hydrocephalus and mental 
defect). A few are distinctly arrested by treatment. Recovery is so 
gradual in a severe case that it may be very difficult to fix the time when 
the child may be cpnsidered well. Many pfiss from observation before 
recovery is complete. 

Of our 94 cases of posterior-basic meningitis, 13 ended in complete 
recovery; and 2 others probably did so, giving a total of 15 complete 
recoveries, or a proportion of 1 in 6. The fatal cases, on the other hand, 
numbered 45, or 1 in 2. 

Recovery is often incomplete. Some cases are obviously hydrocephalic 
the amoupt of distension of the head, as a rule, varying inversely as the 
age when the obstruction is established. Some patients remain blind (with 
nd optic neuritis) for a considerable time at least; in one case the child was 
still blind eight months after the onset, in another eleven months afterwards: 
recovery in other respects also being imperfect. Others become deaf, and 
some of these certainly remain permanently deaf, and as a consequence 
gradually lose the power of speech, if they have previously acquired it. 
Many are backward in learning to stand and to walk. Somh are not 
clean in their habits. Many are obviously more or leas defective in 
intelligence. * It is not uncommon for children who have thus imperfectly 
recovered to die unexpectedly after a very brief illness. 
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^ Diagnosis in meningitis is sometimes di£Bcalt. An illness of acute 
onsets marked by rapid rise of temperature, vomiting, headache, and con¬ 
vulsions, may be meningitis, especially of the vertical kind; but it may 
be simply the onset of scarlet fever or of diphtheria; or it may be a 
pneumonia in which the cerebral symptoms are more obtrusive than the 
pulmonary; or again it may be a severe anterior poliomyelitis. A day or 
two later a sore throat, an eruption, signs of consolidation of lung, or local 
paralysis may decide the diagnosis. The most deceptive of these condi¬ 
tions is pneumonia; for it may be difficult to detect physical signs in 
the lungs for several days, and meantime the cerebral symptoms may be 
pronounced. Special attention should be paid to the frequency of respira¬ 
tion, and a rapid respiration-rate should lead to a very careful examination 
of the lungs. The dilatation of the nostrils at each fhspiiation will often 
indicate the real seat of disease. But the recurrence of convulsions or 
vomiting should direct special attention to the brain, though the absence 
of convulsions must not be considered decisive. 

If the onset of the illness be somewhat less acute, it will be necessar^’^ 
to consider whether the illness may be typhoid fever, which sometimes 
has rather an abrupt onset. Acute miliary tuberculosis also, which some¬ 
times resembles typhoid very closely, must not be forgotten. 

If the head becomes strongly retracted within the first few days, the 
cause is probably either otitis or posterior-basic meningitis. In otitis 
there may be some lateral inclination of the head combined with the 
retraction; the child may raise its hand to the side of its head, and it 
may be clear to a careful observation that there is pain in one ear. If 
^there be no symptom of this kind, and the head-retraction become very 
marked and persistent; the diagnosis of posterior-basic meningitis is 
almost certain. 

If the retraction of the head be slight, amounting to little more than 
stiffness of the neck, vertical or tuberculous meningiti# is possible j but it 
may be due to pneumonia. Head-retraction which is variable or tran¬ 
sitory is rarely due to posterior-basic meningitis. 

Cases of traumatic origin are rarely of tuberculous nature. Whether 
the vertex or the posterior-base be mainly affected will be determined by 
the locality of the injury, or possibly by contre-coup. Head-retraction 
preceded by catarrh is almost always posterior-basic. 

The age of the patient is of importance in the diagnosis. Simple 
meningitis is much more common than tuberculous during the first year 
of life, and about equally common during the second year; but at ages 
above two years meningitis is most frequently tuberculous. 

Convulsions and localised clonic spasms are usually of cortical origin, 
but there may be some irritation of the cortex in posterior-basic meningitis; 
on the other hand, the cortical colls may be so overwhelmed by a 
suppurati¥e generalised meningitis that there may be no convtdsion 
at all. ^ 

No weight whatever must be attached to the absence of otorrhoea in 
the diagnosis of otitis or of posterior-basic meningitis. 
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Screaming at the onset and marked occipital tenderness point to 
posterior-basic meningitis. 

The longer the duration of the disease, the less probable is sup¬ 
purative vertical meningitis. If the illness have already lasted from 
two to three weeks, and the head-retraction is slight and variable, the 
meninptis may be vejtical or tuberculous, but it is less likely to be 
ptosterior-basic. But if the head-retiaction is decided, and has been per¬ 
sistent for a fortnight, the oase is almost certainly posterior-basic. We 
have seen a few cases in which tuberculous meningitis produced so 
markhd and persistent a retraction of the head as to lead to an error in 
diagnosis; in these a greater development of tubercle than usual was found 
in the region of ;ihe cerebellum and medulla. Such cases are very rare. 
A meningitis whicn has lasted more than four weeks is more likely to 
be posterior-basic than either vertical or tuberculous. 

The condition of the pupils is of no value in the differential diagnosis; 
and the same may be said of strabismus. But nystagmus is much more 
common in the posterior-basic form than in the tuberculous, and we have not 
seen it in the vertical. Distinct optic neuritis is strongly in favour of the 
tuberculous nature of meningitis, though it is not unknown in the two 
other forms; but when optic neuritis is of high degree, the possibility of the 
existence of a cerebral tumour ought to be considered. Amaurosis in a 
child not comatose, with absence of optic neuritis or atrophy, is very 
characteristic of posterior-basic meningitis, and may persist when other 
symptoms of the disease have vanished. 

The respiration may be irregular and sighing in all forms of menin¬ 
gitis, and in all it may assume the Cheyne-Stokes rhythm. But the type 
of breathing which we have called “ cyclical,” in’ which the respirations in 
each cycle are of equal depth, occurs specially in the posterior-basic 
form. 

Slowness of pdlse is less common in posterior-basic than in tuberculous 
meningitis, probably because the former is the more common in infancy, 
the symptom being rarely met with under twelve months of age. 

Marked retraction of the abdomen is strongly in favour of tuberculous 
meningitis, though it inay be present in less degree in the posterior-basic 
form. 

Persistent tonic spasm, leading to rigidity of the limbs, is characteristic 
of posterior-basic meningitis. Some rigidity of limbs may occur in the 
•tuberculous affection, but it is much less persistent than in the posterior- 
basic type; and extreme rigidity of the limbs and marked opisthotonos are 
confin^ to this type. 

Bulging of the fontanelle and slight separation of the sutures may 
occur in any form of meningitis in infancy; but decided and progressive 
enlargement of the head, as a sequel of meningitis, is found only in the 
posterior-basic (occlusix^) type. ^ 

Prognosis in vertical meningitis is onlya little betterthan in tuberculous 
meningitis. Gases following injury are more hopeful than the idiopathic 
cases, for in the former there is less likelihood of extensive suppuration. 
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The prognosis of posterior-hatdc meaaingitas is decidedly mpre favour- 
thiui that of the tuberculous affection. This is true for infants, hut it 
is etill more true when the disease occurs in children of more than a year 
old or in adults, for in these the prognosis is better than in infants. If 
the symptoms are slight, or if in a severe case vigorous treatment is 
adopt^ at an early stage of the disease, recovery iff by no means hopeless. 

Unfortunately many cases are not brought for treatment until irre¬ 
parable mischief has been done. In some of^ our fatal cases the condition 
found on necropsy was such that recovery might have occurred but for some 
cause wholly or partly inde}>endent of the meningitis, such as diarrhoea 
or exhaustion. But it is important to remember that subsidence of the 
cerebral inflammation does not necessarily mean a final ipwvery, and a very 
guarded prognosis must still be given; for even after apparent recovery 
hydrocephalus may gradually ensue, and weeks or months later may 
prove fatal. Careful measurements of the size of the head should be 
recorded weekly, and the subsequent development of the cerebral functions 
closely watched. 

Amaurosis generally disappears if life is prolonged. Permanent 
deafness is rare, certainly more rare than in the epidemic disease—per¬ 
haps in consequence of the less degree of virulence of the micro-organism. 
But when deafness is permanent it may cause loss or arrest of speech, so 
that the child becomes a deaf-mute. A considerable degree of mental 
defect, even amounting to imbecility, is not uncommon. 

Finally, it should be remembered that a case in which a fair recovery 
seems attained, may suddenly and unexpectedly end in death, when 
hydrocephalus may be discovered. 

Treatment.—^The firSt point for consideration, in cases seen at an 
early stage of the disease, is whether paracentesis of the tympanic mem¬ 
branes should be performed. This operation has definitely arrested the 
symptoms in several cases under our care. Thus ft child, aged 18 
months, whose head had been retracted for three weeks (after an attack 
of bronchitis), with frequent vomiting, much irritability, nystagmus, 
occasional twitching of right, hand, and tendency to raise its hand to its 
left ear, was sent to Mr. Field, aural surgeon to St.* Mary’s Hospital, who 
punctured both tympanic membranes, and let out pus from the left ear. 
The child seemed much relieved immediately after the operation. Next 
day it was nearly well, and in five days the head-retraction hafi quite 
disappeared. 

Another child, aged 16 months, had had marked retraction of the 
head for seventeen days, with occasional discharge from the left ear, 
and at first prominence of the fontanelle. Paracentesis of both tympanic 
membranes was performed by Mr. Field. No pus was obtained, but 
three days later there was a spontaneous discharge from the right ear, and 
the next dtl^ the retraction had nearly disappe^ed; a little remained 
for about five days. « 

A third infant, 6 months old (case published in the Practitioner (10) for 
1886), after a severe attack of broncho-pneumonia, had moderate retrac- 
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tion of tbe head for two days, with some divergence of eyes, contracted 
pupils tetleo fontauelle, slight jerks of forearms and hands, partial con^, 
occasional sighing, and occasional flushing. Mr. Field punctured both 
tympanic membranes^ a little blood came from both, but no visible pus. 
Improvement followed at once, and in two or three days all the above 
symptoms had vanished. Ten days later she had obvious pain in the left 
ear, and fourteen days *fter the operation she was again in a semi-coma¬ 
tose state, with diverging o^es, with marked and frequent spasmodic 
contractions of the facial muscles, and with some jerks of the hands. 
Paracentesis of both tympanic membranes was repeated. On this occasion 
distinct pus came fr6m the left ear, a little blood from the right. The 
spasmodic movements' ceased at once, and recovery followed. This child 
is now a well-devbioped girl of thirteen years, with good intelligence and 
normal hearing. 

In all these cases, and in several others in which paracentesis was 
performed by Mr. Pollard at University College Hospital, the symptoms 
were mainly due, no doubt, to otitis. In several other instances of severe 
head-retraction the operation has failed to give relief. But in view of 
the difficulty of diagnosis between otitis and meningitis, and of the fact 
that the former condition is often a cause of the latter, it is always desir¬ 
able to have the tympanic membranes incised if the patient be seen at or 
soon after the onset of the illness, and if the help of an aural surgeon can 
be obtained. Considering the smallness of the parts in an infant, and 
the importance of the structures surrounding the tympanum on all sides, 
this operation should not be undertaken by any one unskilled in aural 
surgery. [See article “Diseases of the Ear,” p. 677.] 

When a case of meningitis is seen early it may be desirable to apply 
a leech behind one or both ears. Occasionally this may obviate the 
necessity for paracentesis. 

With regard to treatment by drugs it is difficult to speak with cer¬ 
tainty. We think we have seen decided benefit follow the vigorous 
administration of mercury ; and in some cases thus treated, which were 
fatal, we were struck by the scantiness of the inflammatory lymph found 
after death (P.M. 19, 22, and 29), as compared with the amount found in 
other cases which had not been treated with this drug. But of course it 
is possible that in the cases treated with mercury the inflammation may 
have bran from the first subacute. 

lomde of potassium in large doses has also seemed to us occasionally 
bf distinct service. If by these drugs we can procure the absorption even 
of some of the lymph which tends to block the drainage-channel of the 
brain, we may possibly succeed in preventing hydrocephalus, and so save 
the child from becoming an imbecile. The importance of this result is so 
great, and the time within which such results of treatment are possible 
is so short, that lar^ doses should bo given at the earliest possible moment, 
and frequently repeated^ Prom one to three grains of iodide should be 
adminioter«i every two hours, even to a young infant. These doses will 
occasionally cause slight nasal catarrh, rarely an acneiform eruption, and 
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BtiU more rarely vomiting; but the condition is so grave t&at it is neces- 
to use the largest available dose. Young children bear iodide pro- 
j^tionately much better than adults; and the same is true of mercury. It 
is almost impossible to produce salivation with meifcury in an infant, and 
difficult in an older child. In both cases the fact is probably due* to 
greater activity of elimination by the kidneys. The mercury may be 
given in the form of gray po\^der, a grain three times daily, and also by 
inunction of half a drachm of mercurial ointment twice daily. 

When the inflammatory adhesions have caused permanent obstruction 
of the drainage-channel of the brain, whether that obstruction be at the 
issues from the fourth ventricle, in the fourth ventricle itself, or in the 
iter, it is hardly possible that the mere withdrawal* of fluid should prove 
of any avail. In pronounced chronic hydrocephalus, du-»1o such permanent 
obstruction, we consider such withdrawal to be useless, and sometimes 
dangerous. But it occurred to us that if the adhesions were limited to the 
cerebello-medullary region, it might be possible in the early stage of the 
disease to break through them and re-establish the drainage-channel. In 
six cases we requested our colleague Mr. Ballance, who has had largo 
experience of cerebral surgery, to trephine the occipital bone and drain 
the fourth ventricle. The first of these operations was performed by 
him in December 1891; the remainder during the year 1892. The 
same operation was performed subsequently by the same surgeon on two 
patients under the care of our colleagues the late Dr. Sturges and the late 
Dr. Hadden. But the operation produces considerable collapse, and in 
spite of every possible care (including the employment of an incubator to 
maintain the child’s temperature after the operation) the results ^^lave 
been unsatisfactory. And when the obstruction is in the iter, drainage of 
the fourth ventricle would of course be useless ; so also is punctiue of 
the subarachnoid space of the spinal cord in the lumbar region. Drainage 
of the lateral ventricles we have employed in a few cases, occasionally 
with some temporary benefit. In one of the six above referred to, 
trephining of the occipital bone having failed to secure the escape of 
more than a little fluid, Mr. Ballance inserted a fine trocar through the 
anterior fontanelle into one of the lateral ventricles. A moderate quan¬ 
tity of cerebro-spinal fluid escaped. Belief of symptoms followed, and the 
chdd recovered. Six weeks afterwards it was taken ill at its home with 
diphtheria, from which it died. The necropsy showed slight cicatricial 
changes at the posterior base, but no other disease in the brain. It 
should be stated that this case was one of moderate severity and treated 
in the early stage with mercury, as well as by operation. 

Since 1892 we have felt that the results of operation in the cerebello¬ 
medullary region scarcely justified further trial. In cases seen at an early 
stage of the disease, Mr. l^llance is inclined to recommend the relief of 
any marked increase of intracranial pressure (usually by punctm-e of the 
lateral ventricles), and the subcutaneous injectidli of a suitable antitoxic 
serum, if it can be obtained, in the hope of antagonising the microbio 
activity which causes the meningitis. We add that if such serum- 
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injections we to be of service they must be employed at an early period, 
before permanent obstruction in any part of the drainage-channel has 
had time to form. Whether such injections are used or not, it is, we 
believe, always desirable to continue the free administration of mercury. 

Dr. Sutherland and Mr. Watson Cheyne have recently advocated 
another plan of operation in congenital hydrocephalua In two cases they 
have established a penhanent drainage from the distended lateral ven¬ 
tricles into the subdural space by making an opening through the portex, 
in the hope that the fluid womd be absorbed by means of the arac^oidal 
vi^ described by Key and Betzius. In both cases the excess of intra¬ 
cranial tension disappeared after the operatioa We have thought this 
pkn of treatment worthy of trial in the hydrocephalus caused by 
posterior-basic medkigitis. Mr. Ballance has recently (1898) performed 
this operation in several of our cases. Most of these were unsatisfactory, 
but one was a remarkable success. 

D. B. Lues. 

T. Barlow. 
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OCCLUSION OF CEEEBRAL VESSELS 

Intpoduotory.—The blocking of cerebral veasela ia of importance becauae 
of the efiecta thus aecondarily produced upon thenerroua atructurea which 
they a^rve. By any vascular occlusion th^ nutrition of the area of the 
brain related to the affected vessel is seriously interfered with, and its 
function impaired or abolished. This effect may be temporary; more 
usually it is permanent, whether the vessel occluded be a cerebri artery, 
vein, or sinus. The effect of such an occlusion on other parts of the 
body depends on the part of the brain affected; aud the character of 
the symptoms in any particular case is determined by the situation and 
extent of the area from which the blood-supply is cut off, and the nature 
of the process by which the occlusion is effect^. Blocking of vessels, as 
it occurs in the brain, may be divided into three classes:—I. blocldng 
of an artery by an embolus, usually a piece of fibrin, non-infective or 
infective, carried in the blood-stream from the heart or some part 
nearer to it; II. thrombosis in an artery; III. thrombosis in a vein or 
sinus. 


I. Cerebral embolism. —The most common source of an embolus, 
which finds its way to the brain, is a diseased cardiac valve. The 
accident does not happen frequently in the first acute inflammation which 
affects such a valve; it is more commonly the residt of a second attack 
of endocarditis, affecting a part already roughened by old disease. 
From such a valve some loosely-attached piece of fibrin may easily be 
separated and carried away in the blood-stream. By far the commonest 
form of cardiac disease which gives rise to embolism .is mitral stenosis; 
and it will be readily understood how any piece of fibrin detached from 
the mitral valve may find its way into a cerebral vessel. • Aortic valvular 
disease is a comparatively rare source of embolism, though occasiohally 
it does give rise to it. An embolus may also priginate from clotting 
in the left auricle. The condition likely to give rise to such an 
occurrence usually depends upon a loss of compensation in mitral 
disease, leading to a condition in which the auricle is never copipletely 
emptied. If, furthermore, a rheumatic condition be superadded, with | 
consequent state of the blood which renders it prone to coagulate, it 
will be seen how easily a clot may form, and how a piece of such clot 
may be washed into the circulation and so occlude a cerebral vessel. The 
state of the blood during pregnancy and the puerperium, and. elso during 
lactation, is such as to render it apt to coagulate; and embolism, the 
result of cutting in the left auricle, is usually the cause of the hemiplegia 
which takes plara in any of these conditions. Sbnilarly, an aneurysm of 
anjaof the large vessels at the base of the heart Uiay be the soifrce of a clot 
which blocks a cerebral artery. A diseased or roughened vessel wall may 
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likewise give rise to the formation of a clot upon it. Such a clot, or a 

portion of it, may be small, and narrow the lumen without obstructing it; 
but it may be swept ii^ the blood-stream, an<J lead to the complete occlu¬ 
sion of a smaller vessel more distant from the heart. In certain diseased 
conditions of the pulmonary vein a clot may pass from it into the left 
auricle, and thence into the circulation; and in morbid conditions of the 
lung, particles, possiMy Septic, may pass into the circulation through the 
pulmonary vein and its branches, and reach the brain, causing not only 
occlusion of a vessel, but also, if the particle be septic, tuberculous 
meningitis, or abscess. It is by such a mechanism, no doubt, that old- 
standing empyema is so apt to give rise to cerebral abscess. And with 
reference to the Other embolic conditions emunerated, it will bo under¬ 
stood that if the soifrce of the embolus be a septic one—if, for example, 
the endocarditis be of the infective variety—the embolus from such a 
seurce may, and often does, set up changes at the spot at which it lodges 
in the brain ; changes which depend on its septic character, and are quite 
independent of the usual mechanical consequences. It has also been said 
that an inflammatory focus in the pelvis may give rise to embolism; it 
is unlikely, however, that any particle large enough to cause discoverable 
mechanical obstruction in a cerebral vessel could traverse the pulmonary 
capillaries uncaught. Yet in certain cases a patent foramen ovale may 
permit of cerebral embolism, even if the clot come originally from the 
venous system. It is also possible that minute organisms might traverse 
the pulmonary capillaries, which are larger than the cerebral; but in 
such a case any su^equent cerebral symptoms would be regained, not as 
the result of the slight mechanical obstruction, but rather of the infection 
which is associated with it. In cases in which* symptoms of cerebral 
vascular occlusion occurred in association with pelvic inflammation, these 
were possibly the effect of an embolus detached from a secondarily 
inflamed cardiac valye; or of thrombosis resulting in one of the events to 
be enumerated presently. 

The local effeds of embolism of a cerebral vessel are, in the first place, 
a local anffimia in the parts supplied by the vessel. There is also oedema 
of the surrounding area 4 and this probably ^vos rise to impairment of 
the function of part of the brain not supplied by the blocked vessel: 
thus the extent and degree of paralysis present in the early stage of 
embolism^ is as a rule considerably greater than turns out to be the case 
after this temporary oedema has subsided. But the blocking of the 
artery leads also to a degree of venous engorgement and consequent slight 
rupture of small vessels around the spot, constituting the condition which 
is known as red softening. It is possible, indeed, so far as clinical evidence 
can Inform us, it seems certain, that in some cases, probably those only 
in which a small vessel is blocked, the collateral circulation is such as 
altogether to prevent any permanent impairment of the nutrition of the 
part supplied by the ves^ which is blocked; for in a number of cases 
recovery froiff the paralysis which follows embolism is ^ both rapid and 
complete. In other cases, however, recovery is but partial; and in them 
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changes take place in the softened and venously-engorged area which 

ultimately lead to the fof^tion of a cyst,—the contents of which are 
fluid and contain blood-crja^s, or to the fommti<^ of a patch of yelhm 
softening. In the descript^|^;bf the clinical consequences of embolism and 
thrombosis it will be pointed out how frequently, especially in young people 
with vessels otherwise healthy, recovery takes ^lace in the former to a 
very considerable degree, or even completely; forming a marked contrast 
to the usually permanent effects of thrombosis. In the latter case the 
failure to restore nutrition by collateral circulation is probably to be 
explained by the nature of the process, and by the degenerated and dis¬ 
eased condition of the vessels by which such collateral circulation would 
have to be effected. * 

But from embolism local changes in the vessel which is blocked may 
also result. If the plug be of a septic or irritating character, its lodgment 
may lead to inflammatory changes in the vessel wall itself, and consequent 
extension to other vascular areas or even to other vessels. Again, on 
the side of the embolus proximal to the heart, more especially if the 
vessel be atheromatous, its coat may yield, and an aneurysm may be 
formed; in some cases of embolic hemiplegia ending in sudden death 
months after the onset of the paralysis, the rupture of such an aneurysm 
has been recognised as the cause of death. 

Embolism is more likely to occur on the left side of the brain; prob¬ 
ably on account of the greater facility with which an embolus may enter 
the carotid of that side. As a matter of statistics, the left side of the 
brain is affected in about 60 per cent, the right in 40 per cent of the 
cases. The middle cerebral artery, in its trunk or one of its branches, is 
the vessel most liable tb be affected. The internal carotid itself may be 
blocked; and the order of affection of the other arteries is—posterior 
cerebral, anterior cerebral, basilar, and cerebellar arteries. The angle at 
which the branches from the basilar come off makes the occurrence of 
embolism in them unlikely. An embolus is most apt to lodge where a 
vessel bifurcates, and where accordingly a diminution in lumen renders 
the further passage of clot impossible. 

The symptoms of embolism are the sudden paralysis; its extent and 
degree depending on the vessel affected. But, as has already been said, 
the degree of paralysis in every case of embolism is probably more severe 
at first than it is subsequently, on account of the temporary impairment 
of a largo area by the conditions consequent on the blocking of the artery. 
Consciousness may or may not be lost. In the majority of the cases it 
is lost; and in those in which it is not affected it will probably be found 
that the vessel blocked is minute, and that the paralysis is slight and 
probably temporary. It is rarely that the profound coma attending 
hsemorrhage is present in cases of embolism; nor, unless the embolus be 
a septic dite, are there the febrile indications which accompany the former 
condition. Convulsion may occur if the vesse^ blocked be a cortical one. 
Of course the great indication for differential diagnosis is ^ be found in 
the presence or absence of some condition likely to give rise to embolism; 
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although it must also be borne in mind that the presence of such a con¬ 
dition does not exclude the possibility eitl^er of hsemorrhage or thiom- 
bosis. The clinical features of the paraly^arising from embolism will 
be considered in detail along with those re^rnSjipg from thrombosis. 

IL Vascular occlusion fi>om thrombosis In an artery.—The two 
factors determining this condition are:—(i.) diseased vessels, and (ii.) 
morbid states of the blood. , 

(L) Diseased vesseHs .—The most common disease in vessels—atheroma 
—is that which is present as a causal condition in most cases of throm¬ 
bosis. Atheroma is, of course, a senile or degenerative change. It pi-o- 
duces roughening»in the vessel wall, and on any injury of the endothelium 
coagulation may t&ke place, and thus start the process of occlusion. 
This mechanism may become effective only in conditions in which the 
blood-stream is very slow, or the blood, on account of some alteration 
in it, has become viscid, or more ready to coagulate than usual. The 
smaller cerebral arteries are peculiarly liable to be affected with atheroma; 
and the point at which clotting starts often is at the emergence of a 
branch from an artery, the lumen of the smaller vessel having become 
narrowed by atheroma just at this point. 

(ii.) Besides the disease in the vessel wall, the state of the blood is 
of importance. Various conditions render it apt to coagulate. In old 
people it would seem as if great or unusual exertion might have this 
effect; for one of the commonest conditions under which thromlx>sis 
occurs is during the profound sleep which follows unusual fatigue in 
persons advanced in years. Chlorosis is another condition in which 
there is great liability to coagulation; but in tWs condition the clotting 
not infrequently takes place in the veins or sinuses. During pregnancy, 
during the puerperium, and apparently after this has passed but while 
lactation is still going on, clotting may occur; the blood states peculiar 
to gout and diabetes also favour this change. Although after typhoid 
fever the veins of the limbs are frequently the seat of coagulation, 
it may also occur in cerebral vessels—probably in arteries as well as 
veins. After diphtheri*, also, it is not very uncommon to see hemiplegia 
resulting from vascular obstruction of a cerebral vessel; and this depends, 
probably, on the blood state, with consequent thrombosis; or it may 
result, a% some believe, from an embolism coming from a diseased valve, 
the result of associated endocarditis. Further, any condition or disease 
which leads to very great lowering of the general strength may lead to a 
state in which thrombosis may readily occur; and it must be remembered 
that the blocking of cerebral veins may, so far as the elinical condition 
is concerned, lead to results practically identical with those of arterial 
occlusion. 

The result, then, of vascular occlusion occurring in any Ach way is 
to lead to very-grave interference with the nutrition of the related part 
of the brain.* It is probable that oedema does not occur in anything like 
the degree in which it does with embolism, on account of the condition 
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)f the blood, as well as of the vessel wall And in thrombosis there is 
aot the same capacity for collateral circulation, because the diseased 
vessel is probably in the cen^ of a district all tl]p vessels of which are 
similarly aflFected; so thatj, wie recovery from thrombosis, which occurs 
as the result of atheroma in patients fairly advanced in life, is never 
so substantial as it may be from embolism occurring in young people. 
Besides the oedema, which may result, there is also venous tiu'gescence, 
and the consequent appearance of so-caUed red softening. This red 
softening usually undergoes certain changes, during which the colour 
becomes more and more pale until it turns to yellow softening. But in 
some instances a more widespread change takes place, especially if a 
large cerebral vessel has become blocked; in these lar^e yellow patches 
—the plaques jaunes of the French—are scattered thrdfaghout the aflFected 
area, and the whole, although softer than usual, is not in the diffluent 
conation which is the usual result of local thrombosis. 

Besides thrombosis arising in connection with atheromatous or other 
degenerative conditions of blood-vessels, we have also to consider a by 
no means uncommon result of syphilis, occurring in what is known as the 
tertiary stage. By such a period no particular time after infection can be 
indicated, but a stage at which, among other stnictures, blood-vessels are 
affected. As one of the phenomena of this stage changes occur in these 
structures, which result in thickening of the vessel wall, and obliteration, 
either complete or partial, of the lumen. The change consists essentially 
in proliferation of the intima, and, associated with this, there is usually 
some thickening of the adventitia also. The essential features of the 
process are considered elsewhere (“ Disease of Arteries,” vol. vi. p. 303); 
the process, as it conceri* us in this place, is narrowing of the lumen, and 
consequent limitation (it may be entire cutting off) of the blood-supply of 
a certain area. The eflFect is interference with the fimction of the limb 
or limbs related to the area of the brain affected ; smd while the usual 
result is hemiplegia, from a blocking of a vessel on one side of the brain, 
we may, if such a vessel as the basilar be aflFected, have interference 
with the functions of all four limbs, of the facial muscles, and of the parts 
subserved by the other cranial nerves. In short, othe cerebral conditions 
resulting from occlusion of a vessel or vessels affected with syphilitic 
endarteritis are not to be distinguished from the results of haemorrhage, of 
embolism, or of thrombosis resulting from atheroma; unless ifobe by a 
consideration of the mode of onset, the extent of the afiFection, the ago 
of the patient, the history, and the condition of other viscera. 

In many cases of so-called syphilitic hemiplegia the onset of the 
paralysis is sudden. It is often preceded for some days, or longer, by 
severe continuous or paroxysmal headache, or by symptoms of general 
but indefinite illness; not uncommonly with mentad symptoms. Convulsion 
may also precede the paralysis, and this is sometimes unilateral. The 
paralysis, as has been stated, is usually sudden in its onset, and frequently 
accompanied by coma, which may last for days, and, indeed, may not be 
recovered from. There may be evidence of syphilitic processes elsewhere. 
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suoh as gumnm in the liver, nodes in the bones, and such like; and not 
uncommonly there is marked thickening and hardening of the coats of the 
radial artenM so thal^they feel like cords under the finger. The victims 
of the condition are usually under forty, and it is often impossible to 
obtain a definite^ history of syphilis. Sut given a patient under forty, 
in whom there is no e^ddence of cardiac or renal disease, or any other 
condition likely to give rise to blocking or rupture of vessels, we 
are justified, even in the absence of any confirmatory history, in assum¬ 
ing, for purpoBOT^ of treatment at least, that the condition is the 
result of syphilitic arterial disease. Unless such a case were mot 
with, in the early- stage, and submitted at once to energetic anti¬ 
syphilitic treatni^nl^ the hemiplegia is likely to be persistent. When 
occlusion of an artdry suflSciently large to cause hemiplegia has taken place, 
necrotic changes are as apt to occur in the area supplied by the artery as 
in any other condition leading to complete blocking. And it may be that 
much less is to be hoped for from the collateral circulation than in cases 
of embolism, because it is probable that the other arteries in the vicinity 
are similarly affected, if not quite so severely. If, however, the patient 
is at once submitted to energetic treatment, with iodides and mercury, 
the thickening of the walls of the wholly or partially occluded vessel 
may be resolved to the extent of permitting the re-establishment of 
the circulation through it; or perhaps the walla of the neighbouring 
vessels may be so influenced as to enable them to assume the col¬ 
lateral circulation. If such a happy result be not obtained, then the 
affected area undergoes necrotic changes similar in character to those 
following the other kinds of vascular occlusion which have been already 
described. • 

Arteries or veins may be blocked as a result of a blood state such as 
we find present, for example, in rheumatic conditions, in diabetes, in 
typhoid fever, and in chlorosis. In these conditions the vessel occluded 
may be an artery or a vein; in the two fonner usually an artery, in the 
two latter perhaps more often a vein : the condition will be referred to in 
dealing with the occlusion of veins and sinuses. 

In all forms of vaseular occlusion occurring in the brain there is danger 
of death at the onset; and in many cases this actually occurs, the patient 
becoming comatose, Cheyne-Stokes respiration perhaps coming on, and 
death stipervening in the course of a few days or even hours. This is 
Mrticularly true of cases in which the occlusion affects vessels, such as the 
basilar, which subserve bilateral functions; or those most nearly associated 
with the vital centres, such as the vertebral: and it may be stat^ generally 
that occlusion of a vessel at the base of the brain is always of more serious 
significance than occlusion of a vessel over the convexity, or of one supply¬ 
ing the subjacent white matter. And in any paralytic condition following 
.supposed vascular occlusion, it is always important to examfhe into the 
condition of the cranim nerves, as a definite affection of one of those 
may furnisli im^rtant evidence as to the vessel occluded and, through 
that, to the likelihood of recovery. Such evidence is not infrequently 
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to be met with; for instance, in cases of syphilitic disease of the basilar 
artery. 

Ibe usual result, however, of the occlusion a cerebral vessel is 
hemiplegia, uncomplicated with any affection of cranial nerves or nuclei 
The initial condition as regards paralysis may be the same, whether the 
vessel be large or small. In many cases, in two or three weeks, when 
the effects of the first attack are seen to be passing off, symptoms 
suggesting an extension of the original ^nischief, or some secondary 
effects of it, may take place, and lead to a fatal issue. This is especially 
true of cases of thrombosis in patients who are the subjects of eenile 
changes in the arteries. 

The character of the paralysis resulting from vascujar occlusion will 
naturally depend upon the function of the parts supplfed by the occluded 
vessel or vessels. The ordinary form of paralysis is hemiplegia, in which 
there is weakness of one side of the face and trunk, and of one arm and 
leg. The whole of one side of the face is usually affected, although the 
weakness is more obvious in the lower part. The weakness of the affected 
aide of the trunk is not, as a rule, very marked, although it may be dis¬ 
tinct enough. The arm, in the great majority of cases, is more paralysed 
than the leg; and the explanation of these peculiarities is to be found in 
the hypothesis advanced, in 1866, by Sir William Broadbent, and usually 
known as Broadbent’s hypothesis. The hypothesis is that bilaterally- 
associated movements are represented on both sides of the brain, and that 
the closer the bilateral association the more nearly equal is the representa¬ 
tion on the two sides of the brain. Thus it is well known that the two 
lower limbs are much more closely associated in their movements than the 
two upper. One arm is Very frequently used quite independently of the 
other, while a movement of one leg without some movement of the other 
is comparatively uncommon j and in the bilateral use of the lower limbs 
for the purposes of locomotion the association is a veny close one. The 
same is true, even to a greater degree, of the movements of the two sides 
of the trunk; for it is impossible to move one side of the chest or abdo¬ 
men without moving the other. Facial movements again are nearly always 
bilateral; the movements of the two sides of ttie forehead especially 
being very closely associated. The orbiculares palpebrarum are less closely 
associated, although some people find it impossible to close one eye with¬ 
out closing the other. Of the parts about the mouth the assooiation is 
still close, although less so; much closer, however, than that betweeq, 
the two legs, and still more close than that between the two arms. If, 
for example, we could suppose a vessel occluded in such a position as 
to affect the face, arm, leg and trunk areas or fibres equally, the arm on 
the opposite side would bo most affected, the leg less affected, the face 
still less so, and the trunk scarcely at all—^in any obvious way. Similar 
considerations explain the phenomena of the condition knowm imder 
the name of pseudo - bulbar paralysis, or double hemiple^; a con¬ 
dition in some ways resembling bulbar paralysis, but really resulting from 
cerebral lesions—hsemorrhage or vascular occlusion—affecting both sides 
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of the brain. ^ The condition resembles bulbar paralysis in that swallowing 
and articulation are affected. The movements subserving these actions 
are strong in their bdateral association, and consequently, according to 
Broadbent’s hypothesis, in their bilateral representation in the brain; so 
that a lesion of one side, if it affect them in any noticeable degree, 
does so but temporarily. If, however, in addition to the weakness caused 
by a unilateral lesion, w% have the weakness produced by a second lesion 
on the opposite side, it will be^understood at once that considerable inter¬ 
ference with these actions is not only likely, but almost inevitable; so 
that vith such a double lesion we have a condition similar, in many 
respects, to that produced by true bulbar paralysis. 

Beturning now to the usual form of paralysis resulting from vascular 
rupture or vasculaf occlusion,—namely, paralysis of one side of the face and 
trunk, and of the arm and leg on the same side,—such a paralysis may be 
purely motor. If, however, the area subserved by the posterior cerebral 
artery be affected, ansesthesia of the same side of the body may be present 
with affection of the special senses also on this side; the result of a lesion 
affecting the posterior part of the internal capsule, the “ sensory crossway.” 
In such a condition there may be, and indeed there is apt to be, an 
affection of the fibres which subserve the two halves of the retinse on the 
same side as the lesion (therefore the opposite halves of the fields of 
vision), causing homonymous hemianopsin. In such a condition the leg is 
likely to suffer more than the arm; as the leg fibres in the internal capsule 
are placed far back, and lie next to the sensory fibres. A similar con¬ 
dition, as regards vision, may also arise from occlusion of a vessel supplying 
the occipital lobe, and especially the cuneus; and in such a condition, as 
well as in that resulting from a lesion of the fibres of the optic radiation, 
there is usually, in sedition to the hemianopsia, distinct peripheral 
restriction of the parts of the field in which vision is preserved; more 
particularly of thaj which is on the side opposite to the lesion. 

In cases of lesion on the left side of the brain, spe^fih is likely to be 
interfered with, so as to result in some form of aphasia (q.v. p. 394); and 
in left-handed patients a right-sided lesion of the brain may give rise to 
this defect, while a lefVsided lesion in such patients may not have aphasia 
as one of its results. Dr. Hughlings Jackson has also pointed out that in 
cases of right hemiplegia in which the patient is not left-handed, and in 
which tj^ere is no aphasia, the leg suffers, as a nde, more than the arm; 
while the converse is also true that in cases of right hemiplegia, in which 
file leg suffers more than the arm, aphasia is not so likely to result. 
The reason for this lies, of course, in the considerable area intervening 
between the leg area or fibres and the speech area or fibres, as compared 
with the small apace which separates the hand and arm centre and fibres 
from those sul»erving speech. 

Besides the actual powerlessness which is present in the ^ralysed 
limb in hemiplegia, thet% is usually a considerable degree of rigidity also. 
Three kindS of rigidity are described: (a) initial rigidity occurring at the 
onset of the lesion and ascribed to irritation; (5) secondary rigidity which 
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oomes on after the lapse of weeks, or it may be of months; and (c) perma^ 
nent contracture, in which position structural changes have taken place 
in muscles, and perhaps in joints. This is really a natural consequence of 
secondary rigidity. The rigidity is a varying conaition; that is, it is not 
always equally well marked. Often in the early morning the limbs are 
less stiff; and one curious phenomenon is that frequently, while the patient 
yawns, the hand or arm, at other times rigidly contracted, opens or 
relaxes, and becomes momentarily limp, l^e explanation of the rigidity 
is still obscure. Dr. Hughlin^ Jaci^on’s view that it is the result of 
unantagonised cerebellar influx is the most feasible explanation yet offered; 
although it is di£3cult on such a hjqpothesis to understand why it should 
not be established from the very beginning, when the •cerebral influence 
is cut off [vide art. on Spasm, vol. vi. p. 640]. * * 

Along with this rigidity there is increased activity of the deep reflexes. 
The knee-jerk is unusually active, not only on the side paralysed, but 
also on the other. It is really more correct to speak of both sides of 
the body being weakened, one considerably more so than the other; 
and thus it is also with the knee-jerks; both are increased, that on the 
weaker side more than the other. Often a rectus clonus can also be 
obtained, and usually a foot clonus,—at any rate, on the paralysed side. 
There is also increased activity in the wrist and elbow reflexes, and often 
also in the jaw-jerk. The superficial reflexes on the paralysed side are 
usually diminished in activity. At first there is often some difficulty with 
the bladder—^usually a difficulty in passing water, so that retention may 
result; and, unless this is relieved, overflow incontinence. This, however, 
as a rule, is a transient phenomenon. The bowels are usually constipated, 
but there is rarely any incontinence of faeces. There may also be difficulty 
at first in swallowing, and some interference with articulation; but, except, 
in cases in which there is a lesion on both sides of the brain, these 
difficulties are usually temporary. » 

Such are the conditions met with when a vessel is either occluded or 
ruptured in the cortex, under the cortex, or in the vicinity of the internal 
capsule. When the lesion affects the crus cerebri, on one side, there is 
induced not only the hemiplegic condition describad, but also an affection 
of the third nerve on the side opposite to the hemiplegia. The affec¬ 
tion may be complete, involving the ocular movements, the levator palpe¬ 
brarum, and the pupil; and depends upon a simultaneous affecti^ of the 
third nerve on the one side and the motor tract on the same side, but 
of course subserving the limbs of the opposite side. If the diseased 
vessels be those supplying the upper part of the pons, the hemiplegia is 
of the usual type—face, arm, and leg—all on the side opposite to the 
lesion. If, however, the affected area be the lower part of the pons— 
that is, below the point where the tract subserving facial movement 
crosses to «its nucleus—the paralysis is of another type, crossed or 
sltemate hemiplegia; the face being affected ofa the same side as. the 
lesion, the limbs on the opposite side. With sueh a lesion ^e external 
rectus muscle, on the same side as the lesion, is also liable to be paralysed. 
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Similarly, there may be wasting and weakness of the tongue on one side, 

I and of the limbs on the opposite side, from a lesion in the vicinity of the 
hypoglossal nucleus of^one side; but such a case of crossed hemiplegia is 
exoe^ingly rare. 

Certain conditions occasionally present in cases of hemiplegia should be 
mentioned. Among these is that form of mobile spasm, also named athe¬ 
tosis, which usually occifts in association with the hemiplegia of early life. 
Fuller i-eference is made to i|( in the section dealing with the cerebral 
palsies of children (p. 741). Although, as a rule, it occurs in such cases, 
it is occasionally met with in cases in which the onset has been later, 
especially in such as have been determined, apparently, by injury. In 
such cases the spasm may bo of such extreme violence as to make it 
necessary to contr^l'the affected parts forcibly. In nearly all the cases of J 
athetosis examined after death the apparent determining lesion has been 
below the cortex; but in some cases in which both sides are attacked with 
the spasm the time and mode of onset are such as to suggest some injury 
during birth, such as usually results in submeningeal haemorrhage. It is 
also noteworthy that in one case, in which a part of the cortex was removed, 
the spasm ceased, and remained absent during the time the patient lived. 
In another caise, however, the spasm, after being in abeyance a little time, 
recurred, although not with such severity as before. 

It sometimes happens that much wasting of muscles occurs on the 
hemiplegic side. Such wasting is, for the most part, the result of in¬ 
activity. In cases of hemiplegia occurring in early life the dwarfing of 
the affected side is not to be regarded as the result of wasting, but of 
interference with development. In the cases of adult life, however, the 
wasting is often well marked, more so in left hemiplegia; and is usually 
associated with joint changes, probably trophic in character. The 
shoulder-joint is especially prone to suffer, and almost complete immo¬ 
bility of this joint^s not uncommon. If no further change have taken 
place the electrical reactions are found to be unaltered. Sometimes, 
however, the cords of the brachial plexus are involved in the changes 
round the joint; in which case we have the usual symptoms characterising 
nerve infiammation — neuritis — namely, wasting, tenderness of nerve- 
trunks, loss or impairment of electrical reactions, perha^ the true reaction 
of degeneration, and glossy skin. Such a condition is often extremely 
painful, ^d in many cases must be regarded as of ominous significance. 

Another phenomenon, which must .also bo regarded as of grave import, 
i^ the acute sloughing bedsore which occurs on the paralysed side in 
certain cases of hemiplegia. It is commonly known as decubitus acutus, 
and, as a rule, does not come on until after the paralysis has been estab¬ 
lished at least a few days. This occurs unexpectedly, and usually is first 
seen as a reddish spot over the sacrum, the large trochanter, the outer 
side of the tibia, or the heel. In spite even of the greatest ^are rapid 
necrosis noay take place f and, when the slough has separated, it is seen 
that the soft is not merely superficial, but that the deeper parts are 
affected, it may be down even to the bone. The exact condition under- 
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lying this often sudden said unexpected change is not known. It must, 
however, be one of great gravity, and such severe trophic changes 
usually initiate a rapid deterioration. Convulsions, accompanied with 
loss of consciousness, are also of occasional occurrence after hemiplegia. 
These are doubtless the result of the irritation caused by the initial - 
lesion. Although, as has been stated, convulsion is of occasional occur¬ 
rence in connection with the onset of embolic* hemiplegia, it seems to 
bo of very rare incidence as a later phenpmenon in this condition. In 
some cases in which such compulsion occurs as a post-hemiplegic pheno¬ 
menon there has been evidence of concomitant kidney disease, so tjiat the 
attacks may be determined to some extent by a toxic blood state. But 
it is probable that in the great majority of cases thet- exciting cause of 
the convulsions is an unstable condition of the cells in the vicinity of a 
cortical or subcortical lesion. 

In certain cases of hemiplegia mental derangement is a grave symptom. 
This derangement may be of the nature of acute maniacal excitement, 
and by some observers such a condition is considered to be strongly sug¬ 
gestive of cortical lesion. In other cases the mental peculiarity may be 
very slight, and manifest Itself only as emotional instability—an undue 
readiness to laugh or to cry. This condition is more likely to occur in 
cases in which the lesion is a basal one, or a double one. Between those 
two extreme conditions varying degrees of mental disturbance may be 
present. If this be considerable it adds materially to the gravity of the 
condition; not only because the initial lesion is probably severe, but also 
because of the additional difficulties in feeding and general management. 

Treatment.—^The treatment of the conditions of cerebral occlusion 
which have been referred to in this paper is naturally best considered as 
two separate problems—A. The treatment at the onset of the condition, 
which is directed to limit the extent of the morbid state, and to counteract 
the severe and perhaps threatening symptoms whicji it may have pro¬ 
duced ; B. the treatment to be given to the parts of the body whose 
function may have^been impaired by the cerebral lesion; with the object 
of restoring their fimetion as far as possible, and of preventing the contrac¬ 
tures and after-deformities which, as experience shows, are wont to arise. 

A. Treatment at the onset.—This must depend upon the diagnosis 
which has been made. If the case be one in which, relying upon the 
data already given, the diagnosis of embolism has been made, the treat¬ 
ment which suggests itself is that of almost complete rest; both in order 
to minimise the danger attending the presence of a block in a cereb/hl 
vessel which has already taken place, and to obviate the danger of another 
embolus becoming detached. If the patient be unconscious, even greater 
care is needed, in order to prevent any trophic disturbance, or such 
danger as is apt to arise from a paralytic condition of the sphincters. 
Betention*of urine is very apt to occur, and must be guarded against, if 
necessary, by the passing of a catheter. Thd patient will have to be 
fed regularly with liquid food, chiefly milk and beef-tea, witlf the addition 
of .alcohol if necessary. When consciousness has been restored, a gradual 
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increase in the quantity and character of the dietary should be ordered,' 
' but digestive troubles must be avoided with the greatest care. The 
bowels will be kept opeip, of course, but anything like violent purgation 
must be carefully avoided. If any acute cardiac disorder be present, or if 
the circulation be deranged in any way whatever, through loss of compen¬ 
sation or otherwise, re^rd must be had to this in the line of treat¬ 
ment adopted. If the headache be severe, as occasionally it is, a blister, 
or, still better, a leech, applied jiehind the ear, or to the temple on the 
side of the lesion, will often afford groat relief. 

If the lesion appear to be thrombosis, the treatment, as regards rest, 
light, easily-digested food, and attention to the state of the bladder, will 
differ in no essenti^} particular from that recommended for embolism. If 
there bo no reason td suspect syphilis, then the condition is one of clotting 
occurring in an atheromatous artery j and the three factors which may lead 
to such a condition have to be borne in mind—the state of the vessel 
with its roughened wall, the state of the blood with its undue tendency to 
coagulate, and a weak heart. It is probable that in many cases the in¬ 
discriminate use of strong, or at any rate active, purgation in all cases of 
hemiplegia does infinite harm. It is no doubt desirable to act quickly 
and smartly on the bowels in order to get rid, if possible, of any toxic 
influence of the blood which may be present; but it must bo borne in 
mind that, before removing fluid and so perhaps rendering the blood 
more viscous, a fluid of a bland character should bo administered, and 
in considerable quantity; and along with it stimulants—alcohol and 
some form of strychnia—are of the highest importance. Often also the 
combination with them of nitro-glycorine (in one-drop doses of the 1 
per cent solution) seems to intensify the action of’tho strychnia, possibly 
by giving it more rapid and complete access to the part which it affects. 
When the immediate danger of any extension of the clotting has been 
removed by these means, the patient must still rest, have light food 
frequently administered, and the bowels carefully regulated. Not un¬ 
commonly, after a few days, there is evidence of a slight increase in the 
paralysis, and such a condition is always attended with anxiety. Death 
has been known to follow such an extension occurring about the third 
, day, and again in more than one case about the tenth day. Con¬ 
vulsions also may oecur, but have not necessarily the same serious import, 
and they^re usually well controlled by fair doses (at least half a drachm 
^ or more) of a bromide. The tendency to them usually soon 
passes off, and the bromide may be omitted. If they recur later it is 
merely as a sequel, and without the more dangerous signiflcance which 
niay be attached to them in the more acute stage of the illness. 

If there be any reason to suspect that the symptoms are the conse¬ 
quence of thrombosis occurring in a vessel the seat of endarteritis ob¬ 
literans, energetic treatment by the administration of iodide of'{otassinm 
in full doses, and by the inunction of mercury, should be undertaken at 
once. In some cases which are .treated in this way the evidences of 
cerebral lesion disappear entirely. But it must be confessed that in the 
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groat ^majority of patients undoubtedly suffering from vascular occlusion 
from syphilitic endarteritis the result of the most energetic treatment by 
antisypUlitic remedies is very disappointing, ff the blocking be com¬ 
plete, and the tissue has already lost its blood-supply and Js beginning to 
decay, it is clearly hopeless to try to effect any improvement. It is 
probably only in cases in which the process of obliteration is not quite 
complete that improvement may be expected. Nevertheless, every case 
should have the same thorough treatDqant, as the condition of other 
vessels and other organs may be much benefited thereby. The mercury 
should bo rubbed in twice a day, if necessary, until the gums are slightly 
touched, and this slight affection of the gums should be kept up for at 
least a month. ' 

B. The second division of the treatment has reference to those measures 
by which the functions of the parts of the body, which have been weakened 
by the central lesion, may bo restored as far as possible; and the con¬ 
tractures and other deformities which are apt to arise may be prevented 
or minimised. Stiffness and restriction of movement at the different 
joints, especially of the upper extremity, is very prone to occur; and these 
parts should, from the very first, be passively moved at least once a day. 
If firm adhesion have taken place, as it is especially apt to do at the 
shoulder, it may be necessary to give an anaesthetic in order to have the 
joint freely moved. After this has been done, the patient will have to 
submit to some pain and discomfort in the daily passive movements which ■ 
will be necessary to prevent refixation. As I have said already, this 
joint inflammation, or, as some hold, this trophic arthritic change, is some¬ 
times complicated with neuritis, resulting in severe pain, wasting, and 
glossy skin. The pain in such a condition is most distressing, but great 
reli^may be afforded by the copious application of glycerine and bella¬ 
donna. When the pain has subsided, the use of the constant current 
and massage are the means best calculated to improve the nutrition and 
mobility of the limb. The passive movements recommended will also 
combat the inevil^ible tendency to contractures; and a similar piupose is 
served by gentle faradisation of the extensor muscles of the fingers and 
wrist, so as to counteract the liability to flexor contractures. In a 
case in which, either in an early stage or later, any tendency to thc^ 
occurrence of bedsores shows itself, the use of a water-bed, or water- 
piUow, is essential; and the most scrupulous care in treatment pt the skin 
must be exercised by the nurse (vide vol. i. p. 431). Frequent chaqge 
of position, the use of “ birds’ nests ” of cotton wool over tender parts, 
rubbing the back with spirit, and all the varying attention implied in the 
most assiduous nursing, are of the utmost importance. In many such 
cases the internal administration of opium seems to exercise a very 
beneficial effect. As soon as the patient is convalescent, he should be 
got out Vjf bed daily, and for a longer time each day. He should be 
encouraged to walk, and to use the affected limbs as much as possible. 
Improvement, once begun, often goes on to a surprising extent, especially 
if the patient is young and his vessels healthy. This, of course, ia 
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equivalent, or'almost so, to saying that such improvement occurs especially 
in embolic cases. But even in others there is no need to despair, although 
patient perseverance in treatment is always necessary. 

III. Thrombosis in cerebral veins and sinuses. —Besides the occlu¬ 
sion occurring in cerebral vessels already described, in which the vessels 
affected are for the most* part and characteristically arteries, thrombosis 
may also occur in cerebral veii^ or sinUses. The blocking which occurs 
in these structures is either (A) simple or non-infective, the result of some 
general .condition; and (B) inflammatory, or, more properly, infective, due 
to local infection with septic material. 

A Simple throitibo$is. —This, the most common form, which is nearly 
always the result of exhausting or depressing disease, is named marasmic. 
It occurs in the very young, especially in the first six months of life, or 
in the very old; or it may occur in middle life, at the end of any long 
or exhausting illness. The sinuses, probably because of their more rigid 
walls, their peculiar structure, and the manner in which the veins pour 
their contents against the stream into some of them—especially into the 
longitudinal, are more liable to thrombosis than the veins. The longi¬ 
tudinal sinus is that most commonly affected; but, in cases examined aftei' 
death, the process has usually been found to extend into one or more of 
the immediately related sinuses as well. The cerebral veins may also be 
affected ; and in some cases, as for instance at the end of an attack of typhoid 
fever, a vein may be the only vessel blocked. In early life the most 
common cause is exhausting diarrhoea; and the cardiac dilatation and 
consequent slowing of the circulation associated with the condition pro¬ 
duced are important factors not only in determining the thrombosis but 
also in causing its spread. Pulmonary affection, such as pneumonia or 
pleurisy, also seems to have a specially strong tendency to the production 
of this condition, occurs, however, not so frequently in the course of 
the illness as after the subsidence of the acuter symptoms, when the 
patient is suffering from the consequent exhaustion and prostration. 

MarUd aiuiUmy .—As I have already said, the longitudinal sinus is 
that most frequently affected. Sometimes the affection is solitary; in 
most cases, however, other sinuses or veins may bo involved. In fatal 
cases the thrombosis, as a rule, extends into more than one vessel. 
Occasionqjly a surface vein only seems to be affected, giving rise to the 
usual symptoms of a focal lesion—unilateral convulsions and local weak¬ 
ness. The clots are dense, resistant, stratified, and non-adherent to the 
walls of the vein or sinus. They do not, as a rule, completely fill the 
lumen, and they tend to become organised or absorbed; they rarely dis¬ 
integrate. By becoming tunnelled, they may permit the re-establishment 
of the circulation. As a consequence of the thrombosis there is intense 
congestion of the cerebral veins and capillaries; and numero*s minute 
extravasations from the hftter may give rise to a form of red softening 
similar to tSat already described as occurring in arterial thrombosis. 
Considerable oedema may also result. The ventricles may become dis- 
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tended, and a spreading of the fluid into the retro-ocular tissue ma 7 give 
rise to pressure on the eyeballs and consequent exophthalmos. The 
condition resulting on recovery is not definitely known; probably it is 
one of atrophy and induration of the aficcted area. 

According to some observers, the form of infantile hemiplegia character- 
rised by paralysis of one side, and preceded by unilateral convulsion and 
a condition of acute and serious illness, is dbtermined by thrombosis 
occurring in'the surface veins of weakly children. But in some of these 
cases, at least, there is acute illness with high temperature, and the con¬ 
ditions generally which characterise an inflammatory affection. 

Symptoms .—The symptoms are rarely sufficiently definite to indicate 
a certain diagnosis during life. If an indefinite dllness of cerebral 
character, ushered in by a convulsion or series of V:6nvulsion8, occur in 
a patient after prolonged and exhausting diarrhoea or other serious illness 
attended with great prostration, the probability of sinus thrombosis is 
great. If this illness be further attended with oedema of the scalp, and 
if partial convulsions bo present, it is to be surmised that the thrombosis 
in the sinus has extended so as to implicate a cortical vein. 

Treatment will be directed to combat the condition which has led to 
the occurrence of thrombosis. The copious imbibition of stimulating 
fluid would first bo thought of ; but if diarrhcea be still present this may 
be inadvisable. A large hot-water enema may be retained and absorbed; 
or it may even be necessary to give an intravenous injection of saline 
fluid. As soon as the alimentary canal can tolerate hot fluids, these 
should be given in good quantity, and the patient’s general strength 
maintained. If the condition have been in any degree the result of pleural 
eff'usion, or other pulmonary condition, this must, of course, be treated in 
such a way as to relieve the right side of the heart, and so to accelerate the 
venous circulation. 

A sub-variety of simple or non-infective thran^osis of veins or 
sinuses is that which occurs in chlorotic patients, usually about the age 
of twenty. The sufferers are almost invariably women, and the signs of 
aneemia are, as a rule, unmistakable. The sinuses are the usual seat of 
the thrombosis, and in this variety, as in the Jast, the longitudinal is 
most frequently affected. Small haemorrhages from engorged veins or 
capillaries are usually present also. The clots in the thrombosed vessels 
are usually firm, but may be softened. In these cases there is nq, evidence 
of any other disease. 

The onset of the symptoms is, as a rule, preceded by a period *6f 
unusually hard work, and is signalised at the outset by the pre¬ 
sence of intense headache, generally accompanied with vomiting. In the 
more severe cases convulsions come on; these may be unilateral or 
bilateral, but are usually succeeded by paralysis of one side. When 
this take» place the condition is usually serious, and ends, as a rule, in 
coma and death. Occasionally, indeed,-recoveiy from such a condition 
may take place, but the patient remains more or less hemipitegic. Optic 
neuritis is frequently present; and it is probable that many of the un- 
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explained cases of optic neuritis occurring in anaemic girls originate in 
thrombosis of veins or sinuses. In these cases "recovery without serious 
damage to vision is tjie not invariable rule. In some cases the throm¬ 
bosis seems to occur in the cavernous sinus, giving rise to proptosis of one 
eye and limitation of its movements, with optic neuritis. In such a case 
the clotting may spread and a serious or fatal condition ensue. In some 
cases, however, recovery* takes place, but some interference with ocular 
movements usually persists, aqd the sight of the affected eyfe may be lost 
or impaired. 

B.. Infective thrombosis .—This second variety of sinus thrombosis, 
also spoken of as inflammatory or secondary, to distinguish it from the 
simple or primalV thrombosis already described, occurs much more 
frequently in adults^ than in children. The name implies that there is 
a focus of primary disease to which the sinus aftection is secondary. In 
the great majority of cases the infective focus is in the middle ear; but 
it may also be found in the nose, in the tonsils, in erysipelatous inflam¬ 
mation of the face or orbit, or in an anthrax pustule on the face. 
Compound fractures of the skull, in which the wound has become septic, 
may also bo the starting-point of infective thrombosis; and in these 
conditions the sinus may become involved, either by actirnl spread of 
inflammation along the tissue intermediate between the original inflam¬ 
mation and the sinus wall, or by way of infection of a small vein open¬ 
ing into the sinus, setting up thrombosis in it. When the sinus is first 
affected its inner surface becomes denuded of its epithelium, and the 
consequent roughness determines the point at which thrombosis starts. 
The wall of the vessel becomes thickened and infiltrated, so that giving 
way of the wall, and consequent hmmorrhage, is‘not a complication to bo 
feared in this condition. But in this way—by direct infiltration around 
the wall—the area of the process may become definitely enlarged, collec¬ 
tions of pus may^be formed, and general meningitis may ensue. The 
existence of a clot in the sinus, especially of a clot the nature of 
which facilitates softening and breaking down, constitutes even a more 
serious danger of general infection in the course of the descending blood- 
current : septic particles are caught in the lung capillaries ; and abscess, 
pneumonia, or gangrene may result. Sometimes thrombi may form lower 
in the venous stream than the actual place of infection, and the clot may 
have litijie or no tendency to break down. In such cases a venous trunk 
—like the jugular, may be completely blocked, and be palpable, as a hard 
cord, along the anterior border of the sterno-mastoid muscle. 

The symptoms of sinus thrombosis are somewhat indefinite, but their 
broad general features are sufliciently marked to permit the condition to 
be diagnosed, especially if a source of infection is ascertained. The 
local symptoms will vary, of course, with the sinus affected; but the 
most prominent general symptoms are severe headache with vomiting, 
frequent and severe n§ora with profuse sweating, anorexia, dianhoea, 
®nd an in^gular temperature, with marked oscillations. Not infre¬ 
quently also there is oedema of the area of the scalp which is near 
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the thrombosed sinus—over the mastoid, for instance, if the sigmoid or 
lateral sinus is affected; and there may also be pain, either spontaneous or 
only to be elicited on pressure. If infarction of the lung have taken place 
there may be no symptoms during the first twenty-four hours, except some 
cough and occasional sharp pain in the side. At the end of that time, how¬ 
ever, or even earlier, “ prune juice ” expectoration occurs, and this becomes 
more brown from the admixture of purulent secretion. Bales are now 
audible over the chest; the purulent secretion may be abundant, and is very 
offensive, rendering extensive fumigation necessary. The stools may have 
the same offensive odour. Pain over the liver may also be complained 
of, probably from extension of inflammation through the diaphragm. 
The lungs are found extensively disintegrated, so that one or both are 
studded with abscesses. The mental condition is dually unimpaired, 
and may remain so almost to the very end. 

In other cases abdominal symptoms—pain, and diarrhoea, pea-soup in 
character and very offensive, with meteorism—may be present, a condition 
closely simulating typhoid fever. The symptoms usually come on about 
the second week, and are accompanied by a dry, foul tongue, and 
frequently by a dark, measly rash, sufiiciently distinct from the rose- 
coloured typhoid eruption. Headache is also more severe and persistent 
than in typhoid. Pallor of the face, languor, muttering delirium, and 
great prostration ensue, and death usually occurs in these cases rather 
earlier than in those of the preceding type. 

In another class of cases, a much smaller one, the symptoms of 
meningitis — excitement, agitation, twitching of muscles, squint, head- 
retraction, and delirium—are most prominent. In the great majority of 
cases, however, the symptoms are made up of a combination of those 
enumerated in the three varieties, and in the last one especially may be 
complicated further by those of abscess of the temporo-sphenoidal lobe. 

Medical treatment of this condition is of course inefficacious. In 
some cases surgical measures may relieve, or even cure. For details of 
surgical procedures with this object the reader is referred to surgical 
works, especially to the classical work of Macewen, from which much of 


the preceding description is taken. 
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ON CERTAIN AFFECTIONS OF THE EAR 

Observations on the Recognition of Ait rat, Disease in 
Medical Practice 


IntFoductorj remarks. 

Symptoms : —Deafness, hysterical deafness, tinnitus, vertigo, 
disease, paw, mastoiJ^nenralgia, palsy of the seventh nerve. 

Causes :—Syphilis,•tuberculosis, acute specific fevers. 


Meniere’s 


Intracranial complications. 

I. Abscess of brain. 

A. Non-localising symptoms. 

B. Localising symptoms of cerebellar abscess. 

C. Localising symptoms of abscess of the temporo-sphenoidal lobe. 

Some general considerations. Rarity of abscess following acute 
otitia Importance of vomiting. Slight localising value of optic 
neuritis. The diagnostic significance of paralysis. 

Complications of abscess:—(a) Abscess in two situations; (6) abscess 
with meningitis ; (c) abscess with pyscmia ; (d) abscess with acute 
hydrocephalua 

Abscess in unusual situations :—(a) In middle lobe of cerebellum ; 
(6) in flocculus j (c) in pona , 

Diagnosis of brain abscess due to ear disease from other diseases :_ 

(a) Tuberculous meningitis ; (6) marantic thrombosis of the sinuses ; 
(c) loccdised suppurative meningitis ; (<Q vascular lesions. 

Some general* remarka 

II. Suppurative meningitia 

III. Lateral sinus pysemia 

Diagnosis from enteric fever. Remarks on pneumococcus infection. 

IV. Lateral sinus septicsetnia 

V. Lateral sinus saprsamia 

IntFoduetoi^ remarks.— The question is not seldom asked : “ Is thia 
an ^r case ? ” A symptom, or group of symptoms, such as vertigo, 
nysta^UB, optic neuritis, vomiting or drowsiness, prompts the above 
question; and on the truth of the answer the ■ life of the patient may 
depend. In treating of the diseases of any organ it is" desirable, first, to 
consider the effects produced by morbid processes in the organ itself, the 
results of which are limited to the production of structural chan^jjas which 
cause impairment or perturbation of function in a greater or less degree; 
s^ndly, to k^ep in view tne relation which may arise between diseases 
of the orgui and affections of other parts of the body, or of the body 
generally, either through the influence which loss or alteration of the 
VOL. VII 2 P 
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fui^ction of the organ exercises on the general well-being, or through the 
effects produced by the extension of the morbid processes themselves to 
neighbouring or distant parts. 

This is notably true in the case of the ear. A due appreciation of 
all that pertains to its structural integrity and pathological relationships 
is of the greatest importance on account of ^the rapidity with which 
the function of hearing may be damaged, or life itself jeopardised; 
for the interval during which these disasters can be obviated is of brief 
duration. 

The ancients were cognisant of the danger attending certain forms of 
ear disease; and even in the present day there is no cl^ of cases which 
may present more difficulty in diagnosis, or requ^ greater skill in 
treatment. *' * 

The symptoms commonly induced by disease of the auditory apparatus 
—deafness, tinnitus, vertigo, pain and facial palsy—^will ^t be con¬ 
sidered, and then the diagnosis of the more important diseases of the ear 
and complications will claim attention. 

Deafness .—^Deafness does not necessarily indicate disease of the ear. 
Tympanic and nervous deafness can readily be distinguished by appropri¬ 
ate tests. Deaf-mutism is either congenital or acquired, usu^y the former; 
inheritance is a potent cause ; acquired deaf-mutism is generally a sequel 
of some febrile disease in very early life. Nervous deafness may be due 
to primary disease or injury of the labyrinth; or to an eictension to the 
labyrinth of inflammation from the middle ear or meninges; or to implica¬ 
tion of the trunk or connections of the auditory nerve in meningitis or 
tumour; or, finally, to disease of the cortex of the opposite temporo- 
sphenoidal lobe, or of the white substance within it 

Hysterical deafness undoubtedly occurs, and can be diagnosed by the 
presence of other signs of hysteria; by its sudden onset after emotional 
disturbance, by the absence of evidence of sufficient sause for the deafness 
in the auditory apparatus itself, and by the presence, in some cases, of 
aneesthesia of the pinna and meatus. The hearing may return suddenly. 
The treatment consists in the treatment of the general disease, and, in 
certain cases, in the re-education of the sense of hearing. The following 
illustrative cases may be cited:— 

Cask 1.^—Female, age SSI. Neurotic family. Bight membrane incised for 
otitis following throat, inflammation. After all local symptoms had subsided 
complete bilateral deafness of nervous type rapidly set in. Hearing suddenly 
returned after four montha. 

Oasb 2. —Female, age 16. Loss of power in arms and legs, deafness in both 
ears, and aphonia. Deafness dated &om the use of Folitzer’s bag a year before. 


* The editor has admitted the records of many oases in this artiitie because they are 
of kinds which are often very variable and sometunea finposaible to diagnose. For the 
same reason he has made no deletions in respect of articles on cerebral Abmess or looalisa' 
tion; to do so would break the continuity of this article, and indeed the over-lapping, 
if any, is very slight. 
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The palsy aphonia were ohvioosly functional. Weir-MitcheU. treatment, 
, le-edueation of musclee of limbs, and Qtlles’ method of re-education of the sense 
of hearing brought about complete recovery. 

It ia not possible to distinguish between disease of the labyrinth and 
disease of the auditory nerve. If the facial nerve is paralysed, and there 
is no gross tympanic diaetlhe to account for the deafness, it is then probable 
that the nerves are affected by the same cause along some portion of the 
path which they have ip common. Symmetrical nerve deafness may be 
due to symmetrical dis^e of the temporo-sphenoidal lobes, to disease of 
the corpora quadrigemina or medulla, or to bilateral disease of the internal 
ear of the nature of chronic inflammation, S 3 rphilis, or, possibly, haemor¬ 
rhage. Auditory dwr-action or hyperaesthesia occasionally occurs in 
hysteria; or, in combination with tinnitus, at the onset of acute diseases 
and during attacks of headache. 

Deaf patients who hear better in a noise are incurable: the exact 
pathological conditions present in these cases is not certainly known. 
Deafness, in a greater or less degree, occasionally occurs as an immediate 
sequel of certain diseases, independently of the occurrence of gross tympanic 
inflammation; among these rheumatic fever, diphtheria, influenza, and 
malaria may be mentioned. The cause in some cases may be a neuritis, 
the result of the disease; but it is not yet possible to distinguish this 
affection from the possibly permanent effects produced by the toxic action 
of certain drugs, such as salicylate of soda and quinine ; such toxic effects 
have their counterpart in the loss of vision occasionally induced by the 
excessive use of tobacco. 

Tinnitus .—^The symptom is very rare in the young, and generally ap¬ 
pears after middle life ; it is not infrequent, however, amongst students, 
and in them is often associated with excessive smoking. In these cases slight 
deafness is often pre|ent also,—from Eustachian obstruction, due to irrita¬ 
tion of the naso-pharynx or to the presence of small adenoids. Tinnitus 
is common in old persons, and is often combined with some amount of 
deafness from labyrinthine disease or other senile changes ; gouty patients, 
or those prone to migijiine or neuralgia, often suffer from it. Sub¬ 
jective sounds are of various kinds, and may depend on various causes:— 
*on accumulation of wax, on the presence of foreign bodies in the meatus, 
on disease of the tympanum, on exposure to a loud sound, on falls on the 
head, on vascular changes, on anaemia, and on many central nervous con- 
ditfons. Intermittent tinnitus is of better prognosis than continuous 
tinnitus. Paroxysmal vertigo may be herald^ by paroxysmal tinnitus, 
and then the noise becomes distressingly intense. As a ride deafness ia 
present with tinnitus, the cause of the former being also the cause of the 
latter. Conditions of the middle or outer ear act only by the influence 
they exert on the labyrinth. Elaborate sounds without any diseoverable 
deafness may be of centralsorigin. 

Vertigo .—The sense of equilibrium is the appreciation of the position 
of the body and its relation to other objects in space; when this sense is 
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disturbed vertigo results. In order to maintain equilibrium something 
more is required than the senses of sight and touch, and the muscnlar 
sense. In the co-ordination of voluntary movement the semicircular canals 
have important functions. Excitations of the nervous endings in the 
ampullsB give rise to afferent impulses which determine the issue of efferent 
impulses to the muscles. "Disease or injury of the semicircular canals, 
implication of the vestibular portion of the auditory trunk in disease, by 
pressure or otherwise, or of its fibres o^ origin in the cerebellum, will 
cause the loss of normal ampullar impulses, and throw the co-ordinating 
function out of gear. 

Vertigo is sometimes associated with visual sensations, nervous 
exhaustion, gastric disturbances, disease of the cerebellum, or tumour 
beneath the tentorium pressing on the auditory nefi^e. It is important 
not to assume at once that the vertigo in a given cassis of aural origin. 
If there be no loss of hearing the labyrinth is probably affected only 
indirectly; and even if deafness and tinnitus are present, the disease may 
still not be in the internal ear. In a great variety of diseases of the ear 
the vertigo may be slight and transient, or it may be constant, and 
associated with vomiting and tinnitus. It occurs in consequence of 
pressure on the tympanic membrane, as for instance by cerumen, or 
syringing. It reaches its acme in diseases and injuries of the membran¬ 
ous labyrinth. Illustrative case :— 

A nurae was syringing the ear of another nurse with a brass syringe 
furnished with a long and fine nozzle. The instrument slipped, perforate the 
upper posterior quadrant of the drum, and impinged with force on the inner 
wall of the tympanum. The girl fell at once, and for thirty-six hours suffered 
from extreme vertigo, :&quent vomiting, and loud tinnitus. Deafness was 
absolute. Six months elapsed before recovery was complete. 

Caries of the inner wall of the tympanum, even if limited and 
superficial, may induce vertigo, especially if it involve the inner boundary 
of the channel leading between the antrum and the attic; for then the 
horizontal semicircular canal is most likely to become implicated. In 
this sense vertigo complicating chronic otorrhoea or cholesteatoma of the 
antrum or attic is of serious import, and we cannot expect the treatment 
of the disease by operation to be followed immediately by the cessation 
of the giddiness. Extreme vertigo, a rolling gait, and lateral my stagmus 
may all be due to acute otitis me^; the hypersmia around the intense 
i nflamma tion in the tympanum probably affects the vestibular termina¬ 
tion of the auditory nerve, and possibly also the meninges in the posterior 
and middle fossae. 

niustrative case 

Male,*age 89. Was seen a fortnight after an attack of influenza. During 
this fortnight he had suffered from pain in thd' tight ear, extreme vertigo, 
frequent sickness, and severe frontal and occipital headache; bn examination 
the right meatus was greatly swollen, and there was a red blush behind the 
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pinna, and also in front of the meatus. There was marked nys^nius, 
especially on looking towards the left, the eyes were suffused, the optic discs 
congested, the pain in the ear and head severe, and the giddiness induced a 
rolling gai^ which made it impossible for him to cross the room without 
assistance. The left knee-jerk was absent. One hour after free incision of the 
meatus and membrana tyinpani a drachm of pus escaped into the month, and 
all the symptoms disappears ; up to the time of the operation there had been 
no external otorrhcea. The escape of pus by way of the Eustachian tube is 
probably explained by the obstruction of the meatus. 

Menihrt^s disease. —This name is generally given to that form of aural 
vertigo which is iq)»na^ and paroxysmal. The patient may be unable 
to rise or move duriqg the attack, and he suffers from frequent vomiting 
and tinnitus. In vertigo the higher cortical centres are probably affected 
by the morbid process in the internal ear, inducing afferent impulses 
of irritation allied to those which must travel upwards in the case of 
tinnitus; and, ns in tinnitus so in vertigo, the perception of the morbid 
state is a function of the higher cortical centres. 

Probably in a few cases the occurrence of sudden labyrinthine 
haemorrhage is the exciting cause. In most cases one ear is affected, and 
on examination partial nervous deafness can be made out. The attacks 
come on as suddenly as the gastric crisis or lightning pains of tabes, and 
the typical symptoms may arise from central lesion or tumour pressing 
on the auditory nerve or direct disease of the labyrinth. 

In a patient who was anxious to submit to any treatment which 
offered the prospect of immediate cure I proposed to divide the auditory 
nerve, having found by experiment that the difficulties of the operation 
were by no means insuperable; but as no attack took place during the 
eight weeks the patient was in hospital the operation was not done. In 
this relation it is important to note that division of the auditoiy nerve in 
the monkey results ih falling towards the same side as the lesion, but in 
tumour of the auditory nerve in man (slow division) no such symptom 
has been described. 

In the case of a gentleman suffering from chronic d^fness of the 
right ear, and who was suddenly seized with persistent vomiting, extreme 
vertigo, distressing tinnitus, and total deafness in the right ear, there was 
a history of syphilis; the administration of specific remedies restored him 
to health. rThree previous attacks had occurred, and, as the deafness and 
other symptoms disappeared, the cause was thought to have been one of 
gumma involving the posterior surface of the pe^us bone, which, by 
pressure on the auditory trunk, had induced the symptoms; and that the 
delicate structures of the labyrinth had not been directly involved. 

The prognosis of Meniere’s disease is so far good that, under tonic 
treatment, the attacks become less frequent; but four or five yo^™ may 
elapse before they finally pgss away. In the meantime the condition <» 
the patient in ihe attacks is most distressing, and ho is always in fear and 
danger of them. Dr. Bristowe said that when the d^fness becomes abso¬ 
lute,—^when, in other words, the function of the auditory nerve or centre 
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is abolished,—then the manifestations of Meniere’s disease, which depend, 
on the conducting power of the vestibular portion of the nerve, also 
.cease. * 

Pain. —Independently of the more common causes of pain in the ear— 
such as the pressure of huxl wax and foreign bodies on the drum, obstruc¬ 
tion of the Eustachian tube, and inflammation ofothe drum—^it is important 
to recognise that severe pain in the ear is more often indicative of purely 
local mischief than of extension to the Ineninges or brain; and that the 
absence of pain in the ear is no proof that a local suppurative inflammation 
is not extending and giving rise to some serious general illness. Neuralgia 
of the mastoid region, commonly called pain in tl^e ear, may be met 
with years after the obsolescence of all inflammatioi^in the temporal bone, 
and is strictly comparable to the pain experienced in other bones from 
the occurrence of sclerosis after chronic i^ammation or abscess; and it 
has to be treated in the same way, namely, by incision of the bone. 

Facial paralysis. —It is unnecessaiy in this place to indicate the 
difference between cortical and peripheral facial palsy (vol. vi. p. 798). 
It is well known that when suppurative disease in the temporal Irane has 
lasted for some time, especially in children, the facial nerve may become 
involved in the inflammation and be paralysed. This facial palsy may 
precede as well as accompany pain and external discharge; and, especially 
in very young children,- it is by no means rare for facial paralysis to 
result from inflammation of the tympanum without any sign of inflamma¬ 
tion of the drum. The thinness or incompleteness of the aqueduct offers 
an explanation of the facial palsy which not infrequently accompanies 
otitis media in infants, the liability to which certai^y decreases as age 
advances. In 658 cases of suppurative otitis it occurred four times 
without external otorrhoea. The diagnosis in these cases, when there is 
no reddening of the drum, can only be made by free incision of it. 

It is very common at autopsies of infants to fifld pus or muco-pus in 
the tympamim without any symptom, referable thereto, having been 
observed during life. I have often seen cases of posterior basal 
meningitis with retraction of the head in which the drum showed no 
sign of inflammation, but in which, on incision,* pus escaped. Many cases 
of acute convulsions with fever in young infants are due to the presence o£ 
pus or muco-pus in the tympaniun, and when the membrane is incised or 
ruptures convalescence rapidly ensues. 

Illustrative cases:— 

Cask 1.—Age 1 ^ yean. Pain in the left ear one week, then left facial 
paralysis. Pain continued for another seven days, when the membrane ruptured 
and pus was discharged. 

Cask 2 .—Male, age 17 years. Pain right ear, four daya Fifth day: complete 
fhcial plkalysis. Sixth day: drum red and bulging, no external otorrhoea, but 
pus seen oozing from pharyngeal end of Eustalihian tube. Treatment: free 
incision, leeches, fomentationa Besult: profuse otorrhcsaf which rapidly 
subsided; recovery from &cial palsy in thm months, under electrical 
treatment 
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Cask 3. —(Not under care of writer.) Male, age 40. Influenza, double 
acute otitia media, double facial palsy. On the right side, free incision of 
membrane, antrum open^, and antral and attic cavities washed out with strong 
antiseptic solution. On the left side, free incision of drum only. Besult: on 
the right side, complete recovery from both deafness and facial palsy; on the 
left side, tympanum destroyed, deafness and facial palsy permanent. 

• 

Syphilis .—Hereditary syphUie usually attacks the ear at puberty, and 
the ear affeotion is often present with, or shortly after, an attack of 
specific interstitial keratitis; the keratitis yields to treatment, the deafness 
does not. In hospital practice I have seen the tympanic membranes 
becoming white %nd thick while the cornea was clearing. This 
interstitial myrin^fis is comparable with the disease of the cornea, and 
may spread inwards from the circumference of the drum. The whole 
t 3 nnpanum, and the labyrinth also, may be affected in the same way ; and 
it is common to find nervous deafness coming on while the tympanic disease 
is in progress. 

Acquired syphilis .—Condylomata may appear in the meatus, and the 
contraction of ulcerative processes in the pharynx may close the mouth of 
the Eustachian tube, when the ordinary secondary changes will take place 
in the drum and other parts of the tympanum. The labyrinth may be 
involved in the late secondary or tertiary stages, the onset being gradual 
or sudden; in some cases antisyphilitic remedies may effect a cure. 

Tubereulosls.—^Tuberculosis of the tympanum often occurs in the 
course of chronic otorrhoea in early childhood. It has a tendency to 
spread to the mastoid, and to cause mastoid abscess; and, as in other 
tuberculous afiiections of bones in the child, large sequestra are often 
removed during operation. Tuberculosis of the tympanum may cause 
infection of other parts, as of the glands of the neck, of the membranes of 
the brain, or of tbe lungs; or a general miliary infection may arise, 
which may be called lateral sinus tuberculosis, as, in this event, the 
bacilli probably travel in the blood-stream to distant parts. In adults 
tuberculous ulceration of the tympanum is usually associated with disease 
of the lungs or laryax. It is more painful than non - tuberculous 
otorrhoea, and solution of lactic acid is useful in treatment. 

Acute specific fevers. — Scarlet fever, measles, diphtheria, and 
influenza^re frequently the exciting cause of acute otitis. The patients 
who suffer in this way from acute otitis are usually those with adenoids. 
'Aie importance of the early recognition, and prompt and efficient treatment 
of the infiammatory conditions of the middle ear that occur in the course 
of these acute specific fevers, or shortly after them, cannot be too strongly 
insisted upon; as great and irreparable damage to the delicate structures 
of the .tympanum and the consequent impairment of hearing are a frequent 
consequence. If the affection is bilateral the serious after-efflcts are, of 
course, much intensified.* Partial deafness on both sides is one of the 
greatest hinflrances to good education. 

A free incision, not a mere punctime, should bo made in the posterior 
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hidf of the membrane, so as to give free exit to the pusj' if after a 
few dajB the free discharge does not diminish by the use of the ordinary 
antiseptic measures, the delicate structures in the tjmpanum are 
jeopa^ised. An opening should then be made into the antrum, and, 
avoiding all mechanical interference with the tj^pannm, that cavity 
should be flushed with an efficient antiseptic solution. The result is to 
arrest the secretion of pus, and to save the lympanum from further 
damage. Influenza often causes very {^ute otitis in the adult, and 
requires the treatment described above; the pus of this disease may infect 
the mastoid, not by way of the antrum, but by an infection which spreads 
through the posterior wall of the osseous meatus into the middle portion 
of the mastoid. Sudi a condition obviously calls for-operation, and the 
prognosis is favourable for rapid healing of the '\?ound, and speedy 
recovery of hearing. 

Illustrative cases:— 

flAag 1 .—^Female, age 13 years. Double acute otitis. Influenza extremely 
prevalent at the time. When seen, drowsy, in much pain, drums bulpng and 
red, temperature 104°. Free incision made in both drums ; profuse discharge. 
Temperature remained high, and discharge continued profuse for some days; 
antrum on each side opened, and tympano-antral cavities flushed with a strong 
antiseptic ; the fluid escaped through the incisions in the drums and down the 
Eustachian tubes. Convalescence rapid, hearing returned in so perfect a degree 
that patient now, many years after the operation, is on admirable musician. 

Cask 2.—Female, age 20. Influenza, left acute otitis, incision of mem¬ 
brane, leeches and fomentations; discharge continued with pain and feyer for 
two weeks. When seen, swelling along posterior wall of osseous meatus, very 
slight oedema below posterior border of mastoid. Operation ; carious track 
found, from opening in posterior wall of osseous meatus to digastric groove, 
abscess beginning to form in neck beneath deep cervicsd fascia. Bapid and 
complete recovery, practically no loss of hearing. 

Case 3.— Mattoid dimue following influenza, no external signs. — Male, 
age l-J- years. Influenza ; profuse right otorrhoea two weeks, neither swelling, 
c^ema, nor evident tenderness over mastoid. Operation: diffuse suppuration 
of cellular mastoid. Complete recovery. 

Cabb 4.— Male, age 3^ years. Influenza ; enlarged tonsils, and adenoids ; 
very acute double otitis. Two days later, temperature 104°, pulse rapid, child 
drowsy, sick several times, drums red and bulging. On incising right 
membrane, which was under such pressure that it spurted on t6 the head 
mirror, at least half a drachm of pus escaped. On incision of left drum pus 
filled meatus. Bapid recovery from the acute condition, hut slight chronic 
otorrhoea not arrest^ until adenoids were removed. 

Casi 5. —Male, age l6 years. Measles ; duriirg convalescence sudden onset 
of severe pain in both ears, with fever. Two days later, temperature 103, 
profuse right otorrhoea, left ear severe prin, but no discharge, slight oedema 
over mastotd. Next day, as condition was unchanged, medical attendant opened 
left mastoid and scraped out the tympanum with thS membrane and ossiclea. 

A few hours later when I saw the case the proposal was made to plug the 
sinus and ligate the vein. This was negatived. Bmult of treatment: complete 
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tympanic deafness on left side. This case illustrates the evil resulting from 
the performance of too extensive an operation in acute otitia. The proper 
treatment was free incision of membrane and, if necessary, the drainage and 
flushing of the tympano-antral cavities by a surgical opening into the antrum. 


Swdling over the mastoid. —A swelling over the mastoid in acute or 
chronic otitis media miftt not be attributed immediately to inflammation 
of the bone beneath j it may ^epend on suppuration of a mastoid gland, 
or on the escape of pus from the meatus over the mastoid between the 
cartilaginous and bony canals, as well as on the passage of pus through 
the mastoid on to the surface. 

Intracrania£ K/OHPLICATIONS OF EAR DISEASE. —Suppurative dis¬ 
ease of the middle ear is a frequent cause of intracranial inflammation, 
the most important varieties of which are: I. Abscess of brain, II. 
Suppurative meningitis, and III. Lateral sinus pysemia. 

I. Abscess of brain.—A. Non-localising symptoms .—Over 40 per cent 
of all cases of abscess of brain are secondary to disease of the middle 
ear. The site of abscess, with few exceptions, is either in the lateral 
lobe of the cerebellum, or in the temporo-sphenoidal lobe, in the immediate 
proximity of the bone disease (posterior or anterior surface of the 
petrous) from which the infection has arisen. Cerebellar abscess is twice 
as frequent as abscess in the temporo-sphenoidal lobe. It appears, too, 
that abscess in the right cerebellar hemisphere is twice as frequent as is 
abscess in the left; and that abscess in the right temporo-sphenoidal lobe 
is more common than in the left. Abscess of tlie brain, secondary to ear 
disease, is most common between the ages of ten and twenty. The 
symptoms common to all cases of brain abscess are headache, vertigo, 
photophobia, purposeless vomiting, slow cerebration, drowsiness, optic 
neuritis, low temperature, slow pulse with irregular rhythm, slow respira¬ 
tion, foul breath, constipation, emaciation, pallor of face, and expression¬ 
less countenance. These cases usually foUow long-continued otorrhoea, 
and have, commonly, a history of sudden onset of illness, with earache, a 
little fever, and sometimes shivering. 

A few exceptions to the rule that intracranial complications follow 
chronic <ctorrhcea only may be noted; for example, some cases of an 
%cute otitis me dia in the young, arising in the course of an acute specific 
fever which is shortly followed by cerebellar abscess. 

Illustrative cases:— 

Case 1. —Male, age 7 years. April 7th, scarlet fever began ; April 24th, 
first sign <A. right otitis media; May 18th, mastoid symptoms; May 24th, 
mastoid operation ; Angost leth, death from cerebellar abscess. * 

Case fi^Female, agel6 years. Enteric fever September 10th, very severe 
attack. Doftble otorrhoea October 6th, preceded by deafness dating from the 
begmning of the illnesa December 1st, right membrane healed, with large 
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perfbtatioa; left membrane similar perforation, through which pus was dis> 
charging. Patient apathetic, very feeble, temp. 101% pulse 180, variablehad 
vomited occasionally. The question that had to be determined was this: was 
the patient, who was convalMcing slowly from a severe attack of typhoid, in the 
state known as post-febrile fatuify, in which vomiting might occur, or was dte 
suffering from an intracranial complication of otitis media % During the next 
few days vomiting became more frequent, .but there was neither paralysis, 
ansBsthesia, nor optic neuritia On December ISth, some swelling along upper 
part of left jugular. Operation ; purulent thronibuB in left lateral sinus, condition 
unrelieved. Death, December 16th. Autopsy. —Left cerebellar abscess. 

^ote .—The vomiting and mental condition were due to the abscess, the 
influence of which was also seen in the temperature and pulse lecorda These 
were not characteristic of either lateral sinus thrombus or brain abscess. 
The temperature varied from 100* to 108’, and the pulse from 100 to 130. 
Both would have been higher in uncomplicated pysemia and lower in uncom¬ 
plicated abscess. It is assumed in the above cases, and is certainly true of the 
typhoid case, that prior to the acute otitis no inflammation of the ear had 
occurred, liie histories are definite on this point, but in hospital practice the 
neglect of chronic otorrhoea is so common, and the memory of past events so 
imperfect, that such statements must not be readily accepted. 

In certain uncomplicated cases symptoms are present which are 
pathognomonic of the site of the lesion;— 

£. Localising symptoms of abscess of the cerebellarhemisphere.—{a) Abnormal 
motor phenomena:—(i.) Forced position in bed. The patient tends to 
lie curled up in bed, with the limbs flexed and the side of the face cor¬ 
responding to the lesion uppermost, (ii.) Conjugate deviation of the 
eyes to the side opposite to the lesion. (iiL) Horizontal nystagmus, the 
jerks being most obvious when the patient looks away from the side of 
the lesion, the jerks being towards the side of the lesion, (iv.) Marked 
paresis of the upper limb on the same side as the cerebellar lesion, (v.) 
Weakness of both lower limbs, (vi.) In rare instances muscular rigi(Uty 
of the limbs, or spasm of the face and limbs, on the side of the lesion, 
(vii.) Exaggerated knee-jerk on the side of the lesion, (viii.) Botation; 
cerebellar gait; a tendency in walking to face toward the side of the 
lesion, and to fall towards the side opposite to the lesion. (6) Abnormal 
sensory phenomena:—(L) Deafness, if present, is on the same side as the 
lesion, and is due to local causes. (iL) No cutaneous ansssthopia of the 
face, trunk, or limbs. These symptoms closely resemble the effects pr^ 
duced by the removal of one lateral lobe of the cerebellum in the monitey. 

C. Localising symptoms of abscess <f the ttmporo-sphenoidal lobe. —(a) 
Abnormal motor phenomena;—(L) Pandysis of the third nerve, in whole 
or in part, on the same side as the abscess; a stabile pupil on the same 
side as the abscess is an important sign. (iL) Paralysis on the side of 
the body opposite to the Iraion, which may be of cortical origin, the face 
being first affected, and then the arm and le^; or of intmial capsule 
origin, the sequence of iMuralysis being reverb, and the'^'parts Mng 
involved in the order—^leg, arm, face. (iiL) Occasioxially convulnons 
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of the face and limbs, beginning on the side opposite to the lesion, 
(iv.) Ejoiiggeration of the deep reflexes on the side opposite to the lesion. 
(6) Abnormal sensoiy phenomena;—(i.) Deafness on the side opposite to 
the lesion, due to implication of the posterior part of the temporo- 
sphenoidal convolution, (ii.) Anaesthesia of the face, trunk, and limbs 
on the side opposite tck the lesion; either of internal capsule origin, when 
complete hemianeesthesia is present, or of cortical origin, when there is 
partiad hemianeesthesia with> deficient power of localisation and loss of 
muscular sense—this being most marked in the limb corresponding to the 
cortihal area chiefly affected, (iii.) Aphasia; if the abscess is on the left 
side in a right-lmnded patient; this may be of motor or sensory variety, 
(iv.) There is alsq a peculiar mental phenomenon recognised as patho¬ 
gnomonic of lesion of the temporo-sphenoidal lobe, namely, “ the dreamy 
state,” which may occur as the result of either a right or a left temporo- 
sphenoidal abscess. 

The records of cases of abscess of the brain, secondary to ear 
disease, show that, in many, an incorrect diagnosis was made during the 
life of the patient, or none at all; and in more than one instance an 
operation has been done in the wrong place, or even attempted on the 
wrong side. The lack of definite localising symptoms is most striking, 
especially in cases of cerebellar abscess ■, and if any conclusion can be 
drawn from personal experience and published cases, it is that life is often 
lost from the condition of the brain escaping recognition or localisation. 
Perhaps the most important sign of abscess is vomiting. Without this 
symptom no brain abscess could be acutely extending. In cerebellar 
abscess we expect marked vertigo, frequent vomiting, occipital headache, 
and sometimes retraction of the head, which depends on the coexistence 
of meningitis of the posterior fossa. Cerebellar incoordination is a 
prominent symptom when the abscess is pressing on the middle lobe 
or extending intb it. The difiiculty of diagnosis is often increased by 
the patient not being accurately examined till the intelligence is abolished, 
or so impaired as to make a complete examination impossible. The 
history of ear trouble is often unknown to the friends of the patient, 
especially in hospital’practice; and their story, too, of the days of illness 
previous to admission is for the most part clinically valueless. 

Optic neuritis may or may not be present in a case of brain abscess, 
and it*f8 not often of importance in localising the site of the abscess. It 
is possibly more common in cerebellar than in temporo-sphenoidal abscess. 
It may be more intense on the side of the abscess than on the other, and 
it may be present only on the same side as the abscess. It has been 
shown that optic neuritis, of intracranial origin, is due to an extension of 
inflammation to the sheaths of the optic nerves from inflamed pia mater; 
and that in these cases, therefore, optic neuritis is pathognomonic of 
basal meningitis. Bual meningitis may be present which *is not visible 
to the lucked eye after death, yet which had nevertheless produced 
optic neuritis. Thus it is that some cases of chronic otoirhoea are com- 
I&cated by optic neuritis. The question then arises whether there be 
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any o^er complication—^latent brain abscess, for example—besides the 
basal meningitis i I have observed several such cases. The optic 
neuritis is slight, and may last for several months without impairing sight. 
It subsides when the lo^ disease, from which it arises, is efBcienUy re¬ 
moved. There is occasional headache. In one case occasional vomiting 
occurred j but in this the patient, who for a time,^refused operation, had 
continuous slight headache, was feeble, and sallow of countenance; and 
the symptoms gave rise to the suspicion that a latent brain abscess was 
present. Optic neuritis may, of course, occur also in cases of chronic 
otorrhoea complicated by mastoid suppuration, or subdural abscess ; and 
is an indication for immediate operation. Optic neuritis, with a stabile 
pupil in the same eye, has sufSced to localise a temporo-sphenoidal abscess, 
^e stabile pupil is the main factor in the diagnosis Optic neuritis 
confined to the side of the abscess is more likely to be present in temporo- 
sphenoidal than in cerebellar abscess. 

The forced position assumed in bed does not enable a diagnosis to be 
made between cerebellar and temporo-sphenoidal abscess. The typical 
position in cerebellar abscess has been mentioned. In the last two cases 
of temporo-sphenoidal abscess observed by myself the patients either 
assumed the supine position, or lay. on the side with the side of the face 
corresponding to side of lesion against the pillow. Frequent depression of 
lower jaw, and yawning, gaping, or champing movements of the jaw, have 
been observed in lesions below the tentorium, including cerebellar abscess. 

The site of headache is not often of value in locating a brain abscess. 
Fixed pain in the region of the abscess has, however, been observed, and 
also tenderness on palpation and percussion. 

Examination with speculum and probe may determine the direction 
the disease is taking, either into the middle or posterior fossa. The same 
point is often apparent during the mastoid operation, and, when doubt 
exists, may help in the location of a brain abscess. The quantity of pus 
escaping may be so great as to afford conclusive evidence that it must be 
coming from a large cavity, which can only be intracranial. Both cere¬ 
bellar and cerebral abscesses have been known to drain in this way. 

In my last case of temporo-sphenoidal abscess there were, among 
other signs, sensory aphasia and a large continuous flow of pus from 
the left auditory meatus. The pus was found to be coming from 
an abscess in the temporo-sphenoidal lobe, through a carious opening in 
.the roof of the attic. The main difficulty in the diagnosis of cerebellar 
abscess is due to the absence, in the majority of cases, of the characteristic 
paralysis. It would seem from the developmental, clinical, and experimental 
points of view that the lateral hemisphere of the cerebellum has to do with 
the innervation of the limbs. Whatever be the direct or indirect nature 
of this connection, the efferent impulses must come from the cells of the 
cortical gray^matter and of the dentate nucleus. Commonly a cerebellar 
abscess is in the anterior and outer part of the* hemisphere,, when the 
dentate nucleus will escape; and but few of the fibres passing from the 
gray matter to the dentate nucleus will be involved. When the abscess 
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is Urg6) or when it is placed near the middle lobe, more of the fibres 
coming from the cortical gray matter are cut off, or the dentate nucleus 
itself is destroyed; and then the characteristic paralysis is present. 

The conjugate movement of the eyes to the opposite side is produced 
by the weakness of the muscles which may be considered as belonging, 
functionally, to the same side as the aWess; the ocular paresis is, 
therefore, comparable M that which obtains in the muscles of the limbs 
on the same side as the lesion. 

Nystagmus occurs in disuse of so many other parts of the brain 
which involve weakness of the ocular muscles, that in the diagnosis 
of cerebellar abscess this sign is only of value when associated with 
other characteristic signs. Horizontal nystagmus, nevertheless, is often 
.associated with disease of the lateral lobe of the cerebellum, while 
rotatory nystagmus points to invasion of the middle lobe. The knee- 
jerk, on the same side as the cerebellar lesion, is exaggerated; this is 
exactly what we should expect in association with the weakness of the 
limbs on that side. The cerebral tonus being low, the spinal tonus is 
increased, restraint of the local action of the cord being removed. 

It has been suggested that if a tuning-fork cannot be heard on the 
diseased side, the caries, having destroyed the internal ear, has probably 
reached the posterior surface of the petrous bone; and that under such 
circumstances it is likely that the abscess is in the cerebellum rather than 
in the temporo-sphenoidal lobe. That this is not an unfailing test of the 
site of abscess is shown by the fact that in the last two cases of temporo- 
sphenoidal abscess under my own care the tuning-fork could not be heard, 
pus having destroyed the interhal ear. 

In cerebellar abscess the lateral ventricles, often become distended, 
and the percussion note over the pterion is markedly altered, the 
resonance being greatly increased. This has been described as a diagnostic 
sign of cerebeUar abscess, under the name of t/ie differerUial cranial fertu&- 
don note. 

In abscess of the temporo-sphenoidal lobe paralysis is almost certain 
to occur, sooner or later, on the side opposite to the lesion. Convulsions 
of the opposite side ,of the body sometimes replace or precede the 
paralysis. The importance of the partial or complete paralysis of the 
third nerve on the same side as the abscess has already been pointed out. 
Anaesthesia of the opposite side of the body, and possibly also hemi- 
anopsia'lrom invasion of the optic radiation,—^neither of which symptoms 
lire present in cerebellar abscess,—may also be present. Since the cortex 
at the front end of the hippocampal gyrus is especially connected with 
the sense of smell, it is not surprising that in a case of temporo-sphenoidal 
abscess the patient complained, many days before the definite symptoms 
appeared, of a disagreeable odour, which he referred first to one object 
and then to another. 

. AbiiftaiM in the cerebellum and in the temporo-sphenoidal lobe, like 
abscess elsewhere in the brain, may be latent, producing only general 
symptoms of fll-health, until ezeit^ to renewed activity by a febrile 



S90 


SYSTJSM OF MEbICim 


atta<;k, by a blow on the head, or by some minor operation such as the 
removal of a polypus. ^ ^ 

A voracious appetite is frequently noticed in convalescence from 
bi^un abscess, and is one of the best indications to iSbe medical attendant 
tliat the patient is making satisfactory progress. 

About 80 per cent of'abscesses secondary to ear disease prove fatal 
Hiffore the end of the fourth week; 40 per contain two wee^ and less 
t^n 10 per cent in one week from the onset of acute symptoms. 

Cases illustrating latency of abscess:— * 

Cask 1.—(Not under care of writer.) Female, age 23. Left otorrhoca many 
years. January 27th ; polypus removed, five days later vomiting, vertigo, and 
occipital headache, temperature varying from subnormal t^ 101°; Smdition 
remained much the same with intermissions till March ^3rd, when mastoid 
operation was done. Left hospital April 22nd, general condition not much 
improved. Beadmitted July 20th, had been fairly well with occasional 
recurrence of the symptoms. During last fortnight had been worse; headache, 
sickness, and marked loss of flesh. On readmission much emaciated, headache 
and vomiting, temperature 98°, pulse 60, left arm (?) weaker than right, left 
knee-jerk more brisk than right. July 2 let: left cerebellar abscess evacuated, 
died September 14th. In the interval temperature above normal, pulse rapid, 
delirium, occipital pain and vomiting. Aviopty .—The left cerebellar hemi¬ 
sphere was nothing but a shell of softened gray matter. This case illustrates the 
danger occasionally attending the removal of an aural polypus, and also affords 
an example of the long-continued and subacute course of a cerebellar abscess, 
lasting eight months from the first symptoms to the termination. 

Case 2 .—Lataiey of ahiem and renewed activity after the removal rf a polypws. 
—Female, age 21. Tronic left otorrhoea many years. Polypus removed. 
Vertigo, sta^ering gait, add headache for a few days. Three months later 
another polypus removed ; next day headache, vomiting, vertigo, torpor and 
shivering, temperature 98°, pulse 80. Lies on right side. Twenty-four hours 
later mastoid operation and evacuation of cerebellar abscess., Deatk Autopey. 
—Acute abscess had been opened in inner and anterior part of left cerebellar 
hemisphere. No meningitia No thrombosis of sinuses. 

Complications of brain abscess.—^The preceding account refers to un¬ 
complicated cases of brain abscess, but in complicate cases the problem 
of diagnosis is far more difficult 

(а) Abscess in cerebellum and in temporo-^henmdal lobe. —^The simul¬ 
taneous formation of abscess in the two situations must conihse the 
symptoms, and probably render the diagnosis impossible. Unless onw 
abscess form after the other, and the case be most carefully observed 
from day to day, successful treatment would be well-nigh hopeL^. It has 
happen^ in practice that both abscesses have been opened. 

(б) Abscess with meningitis. —The symptoms of ab^ss will be modified 
or controlled by those of meningitis, according as the' abscess or the 
meningitis is the more prominent disease. In a^wcess cpmplicated with, 
meningitia the temperature is relatively high; the pulse is quick; delirium, 
convulsions, and optic neuritis occur early; pain in the head is severe. 
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and retraction of the head may be present, together w|th vomiting, sqvunt, 
and irregular respiration. 

(c) Abscess complicated by sinus pyrnmia. —The lateral sinus is often 
involved in cases of cerebellar abscess, the abscess in the cerebellum being 
secondary to sloughing of the wall of the sinus. The symptoms there¬ 
fore are, first, those of pyaemia, auid, secondly, those of abscess. As the 
abscess increases, the tSental state becomes impaired, and the lower 
temperature and slower pulse of abscess replace the oscillating temperature 
and rapid pulse of pyaemia 

(d) Abscess complicaled by acute hydrocephalus. —Acute hydrocephalus 
is no uncommon complication of cerebellar abscess. If an abscess burst 
or leak "into ono of the ventricles, general purulent infection of the 
ependyma occurs. ^ » 

IlIiCSTRAtivs Case.—F., age 11 years. Discharge from left ear three 
years. When seen all the type symptoms of cerebellar abscess were present, 
with the exception that, instead of conjugate deviation, skew deviation of the 
eyes was observed, such as i-esults from the removal of a cerebellar hemisphere 
in the monkey. Operation forthwith ; respiration ceased as the patient was 
put on the table ; large abscess of the cerebellar hemisphere evacuated during 
the performance of artificial respiration ; on the escape of pus natural respira¬ 
tion returned. Kext day all symptoms had disappeared, and for seven days 
patient appeared. practically well. Tenth day: temperature 96°, pulse 60, 
apathetic, screaming fits from pain in the he^, pupils dilated, stabile. Acute 
hydrocephalus diagnosed ; chloroform, finger introduced into trephine opening, 
no new abscess found, descending cornu of lateral ventricle tapped by Keen’s 
method, much fluid escaped under pressure. Following day remission of all 
symptoms. Report from pathologist, “ pus of absceite contains a pure culture of 
pneumococcus.” Fifteenth day: without previous warning the following 
symptoms rapidly appeared: temperature 106°, pulse 140, wild delirium, un¬ 
consciousness, squin^ etc. Diagnosis; acute purulent infection of the distended 
ventricles, which was confirmed on withdrawal of the tiny tube that had been 
left in the descending cornu, when bubbles of air and purulent cerebro-spinal 
fluid escaped. An attempt was made at once to irrigate the lateral ventricles 
from the descending conju with warm, sterile, normal saline solution, under the 
expectation that it would escape from the fourth ventricle into the cerebellar 
abscess, and thence out through the cerebellar trephine opening. Though the 
cerebellar trephine opening was discharging cerebro-spinal fluid the plan failed, 
probably because of some valve-like action of the wall of the opening. Nothing 
wow remained but to press the use of anti-pneumococcic serum. Great improve¬ 
ment resulted. In 36 hours the ventricles contained nothing but cerebro-spinal 
fluid. Hie wounds assumed the pink colour characteristic of successful anti¬ 
toxin injection, and ceased to discharge pus; the pulse, temperature, and 
general condition were greatly ameliorated, and consciousness returned. Six 
days later marked retraction of the head occurred, and the patient again became 
unconscious and died. Autopsy. —In the cerebellar hemisphere a ucond abscess 
was present which had not been opened, though the finger had been introduced 
several timds into the cerebellum and pushed in various directiems. The un¬ 
opened abscess was of considerable extent, antero-poeteriorly and transversely, 
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but iu depth it scarcely exceeded an eighth of an inch; ita upper surhwe 
corresponded to the upper surface of the hemisphere, and the sense of resistwce 
to t^e finger was attributed to the tentorium. 

As illustrating the difficulty of palpating the cerebellum in coses of abscess 
the following case may be mentioned:—Female, age 12 years, had a large 
cerebellar abscess in anterior part of right lobe. Four days later a second abscess 
behind the first was evacuated. Symptoms lelier^d, but in a few days 
recurred. Cerebellum again explored with the finger i at the upper, inner, and 
posterior part of the hemisphere a sense of'resistance was felt, which was 
thought to be a thin layer of normal cerebellar tissue intervening between the 
finger and the tentorium. Death next day. Autopay. —Two abscess cavities 
had been drained, but a third abscess was present of flattened shape, lying just 
underneath the tentorium, which had been mistaken for' normal cerebellar 
tissue. 

Abscess in unusual situations.—Though abscess beneath the ten¬ 
torium usually occurs in the substance of the hemisphere it may be met 
with in other situations. 

(a) In the middle lobe of the cerebellum. —Septic softening may extend 
from an abscess in the lateral lobe into the middle lobe •, or an abscess 
may form in this lobe independently. The symptoms that may be 
looked for are extreme cerebellar incoordination, rotatory nystagmus, 
paresis of the trunk muscles, occipital headache, severe vertigo, and 
frequent vomiting. 

(ii) Abscess of the flocculus. —In addition to the symptoms of cerebellar 
gait, nystagmus, vomiting, optic neuritis, etc., there was, in a case of my 
own, implication of the Stl^ 6th, 7th, and 8th cranial nerves, and pro¬ 
fuse epistaxis. ^ 

(c) Abscess in the pons. —^This may occur as a primary affection, or in 
consequence of inflammatory extension from other parts. The symptoms ’ 
that may be expected are various paralyses involving both eyes, both 
sides of the face, and the limbs on both sides. The most common 
combination is paralysis of the face on one side, and of the limbs on the 
other—^the face being paralysed on the side of the lesion. Other 
symptoms are difficulty in swallowing, possibly-pin-head pupils, and 
Anally death by arrest of respiration. 

Diagnosis bettreen brain abscess due to ear disease and certain* 
other diseases.—(a) Tuberculous meningitis and tuberculous tumour .—^The 
symptoms and duration of tuberculous meningitis vary so greatly that 
(^gnosis is often difficult, especially in childhood. When associatedf 
with chronic purulent otorrhoea the disease has been mistaken for brain 
abscess, and operative treatment undertaken which of course failed in its 
object. It is important to remember how often otitis in children is 
tuberculous, and that symptoms of intracranial disease,-simulating brain 
abscess, may arise from the presence of a tuberculous mass or masses in 
the brain, or from tuberculous meningitis. I <iia've many times ex¬ 
perienced this difficulty in diagnosis. The cases of supposed tuberculous 
meningitis in which suspicion of abscess is likely to arise are those of ear 
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disoiise with palsy. The salient features in which a case of tuberculous 
meningitis differs from one of brain abscess are—(L) the temperature is 
above nor^l; (ii.) th^ pulse is 100, or more rapid; (iii.) optic neuritis is 
absent or is a late symptom ; (iv.) vomiting is neither so urgent nor so 
frequent as in abscess; and (v.) the child is apathetic from the onset of 
illness, or, even before il^ess is suspected, is dull or irritable. 

The predominance w certain localising symptoms in cases of tuber¬ 
culous meningitis, especially cjf hemiplegia, has long been well known; 
and, before the treatment of brain abscess by operation as a systematic 
procedure came into practice, these symptoms were often considered 
in relation to the diagnosis of meningitis from tumour. Several years 
ago I operated uj^on a case in which right hemiplegia was associated 
with left purulent Otorrhcea, under the notion that a temporo-sphenoidal 
abscess was present; but the case proved to have been one of tuberculous 
meningitis. 

Illustrative cases:— 

Case 1.—Female, age 6 years. Ill three weeks with occasional vomiting 
and right purulent utorrhoca. Mastoid operation had been performed two years 
before, on this side, for extensive disease. The child lived two weeks. During 
this time the salient points of the case were : The vomiting did not recur. 
Teiuperatiure was normal, or slightly above normal. Pulse varied from 90 to 
120. GonvuMom of the left side occurred. Both pupils were dilated and fixed. 
No optic neuritis. Irregular respiration and Cheyne-Stokes breathing were 
observed towards the end. Head occasionally slightly retracted. Child apa¬ 
thetic and fed with difficulty. The diagnosis was tuberculons meningitis 
involving chiefly the posterior fossa; at the autopsy this was confirmed, the 
disease being most marked about the medulla and pons. 

Case 2.—(Not under my care.) M., age 12. Right purulent otorrlwea, 
vomiting, drowsiness, temperature 100°, pulse 110, weakness of left arm, no 
optic neuritis nor ocalo-motor paralysis; family history of consumption. Right 
temporo-sphenoidal lobe explored for abscess. Autopsy a few days later dis¬ 
closed tuberculons meningitis. 

Case 3.—A ypung child was under the care of a most distinguished clinician, 
now deceased, for three months. Left hemiplegia and right ear disease were 
present. The diagnosis was tuberculous meningitis. Autopsy. —Chronic abscess 
of the temporo-sphenoidal lobe. 

Case 4. —Male, age 13 years. Ill for three weeks. When seen, drowsy, 
restless, anb complained of severe pain in the frontal and left temporal regions, 
nft paralysis, no anaesthesia, no tenderness of head, no optic neuritis, knee-jerks 
and reflexes equal, pupils equal and reacted slowly, pulse 60, temperature 99°, 
retention of urine, respiration slow, head sometimes retracted, had vomited 
several times, drums normal, upper posterior quadrant on each side exhibiting 
merely a slightly more pink colour than normal; strong family history of 
consumption. Diagnosis: tuberculous meningitis with acute hydrocephalus. 
Ordered three leeches over each mastoid, great relief from pain; ne^t day more 
conscious, headache much ^lieved, but condition otherwise unaltered. Lumbar 
theca tapped,*not sufficient cerebro-spinal fiuid escaped to indicate distension of 
the venMcles, but mind became clearer and questions were answered ; pulse 
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went np, after operation, to ISO, bnt temperature was subnormal; this clearly 
showing that the condition £rom which the boy was suffering was not acute 
hydrocephalua Nothing farther was done, and a few days later the patient 
died, Antopgi/. —Large left temporo • sphenoidal abscess, drums intact and 
normal, muco-pus in both tympana, no caries, some greenish discoloration of 
dura over left tegmen tynipani. 

(b) Marantic thrombosis of the sinuses. —In yoilng children this throm¬ 
bosis as a complication of marasmus is iioC uncommon, and is sometimes 
associated with ear disease and paralysis. The main facts which in these 
cases distinguish them from abscess are: (i.) The temperature" above 
normal; (ii.) the pulse more rapid; (iii.) the slight degree of ear 
disease j and (iv.) the alternating paralysis of the eypaand face. 

Case 1.—Infant, Ij years. Ill three weeks with wasting and vomiting. 
When seen, temperature 100°, pulse 120, left otorrhdea, right facial palsy of 
cerebral type, no optic neuritis, champing movements of jaws, fontanelle full, 
no head-retraction, said to have had an alternating squint. A week later, i«/t 
facial palsy, but no right facial palsy. Autopsy. —Buffy, non-septic clot in left 
lateral, straight, and superior longitudinal sinuses ; vein behind each ascending 
pariet^ convolution plugged with clot, that on the left side most extensively so. 

Case 2.—Infant with right otorrhcea and weakness of left upper extremity 
which a week later cleared up, and weakness of the opposite upper extremity 
appeared. P.M. much the same as in Case 1. 

(c) Localised suppurative meningitis. —The diagnosis of this condition 
from cerebral abscess presents sometimes almost insuperable difficulties. 

Illustrative cases :—; 

Case 1.—Female, age 49. Profuse left otorrhoea seven years. When seen, 
completely comatose ; had been three weeks ill. Symptoms during the ill¬ 
ness : severe headache, monosyllabic aphasia, paralysist^ of left third nerve, 
left pupil dilated, stabile, left optic neuritis, right hemiplegia, right partial 
hemianmsthesia ; sevei-al convulsions had occurred; temperature, pulse, and 
respiration had been throughout illness above normal. Left ^mporo-sphenoidal 
lobe explored ; from one puncture about half a drachm of thick yellow pus was 
obtained. Aviopsy (next day).—A thick layer of yellow pus was found exactly 
covering the area of the left frontal and parietal lobes. Extensive disease of 
left tympanum, no temporo-sphenoidal abscess. 

The high temperature, the rapid pulse and respiration, togeth& with the 
convulsions, pointed clearly to the invasion of the cortex rather than to the 
presence of an intra-cerebral abscess. 

Case 2.—Female, age 7 years. History: said to have had doable 
otorrhoea for a long time, measles four months ago ; family history of phthisis. 
When seen had been ill three weeks, severe frontal headache alternating with 
drowsinesy no optic neuritis, nor ocular paralysis, had had several fits, 
temperatura 101‘6°, pulse 100, respiration 20, pus found in left meatus, but 
none in right ear, which appeared healed; weakfiess of left arm had been 
noticed for three days. Diagnosis; temporo-sphenoidal absce&, tuberculous 
meningitis or localised suppurative meningitis. A temporo-sphenoidal abscess 
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could not possibly have produced weakness of one arm without involving either 
the face or leg. Two days later the left arm was reported to be recovering 
power, while the right arm was becoming paralysed. Autopsy .—Suppurative 
meningitis spreading bactwards from both frontal lobes. Origin of meningitis 
unexplained ; frontal sinuses normal. 

Case 3.—Male, age 9 years. Operation for extensive right mastoid disease. 
Three days later, high temperature, quick pulse, no vomiting, weakness of 
opposite face and arm. Obviously cortical irritation, not intra-cerebral abscess. 
Temporo-sphenoidal region exploded, thick layer of pus on surface, none in lobe. 
Aviopsy .—Extensive suppurative meningitis right side. 

{d) Embolism, hmrtunrhage, and thrombosis .—^When an elderly patient, 
who happens to have a discharge from the ear, presents symptoms of 
brain lesion, we naturally inquire whether the brain disease had any 
connection therewith ? In the aged the temporal bones are sclerosed, 
and if tympanic disease arises it cannot produce an infection of the brain 
until sufficient time (months or years) has elapsed for the inflammatory 
process to pass through the dense Windaries of the tympanum; the 
comparatively rapid intracranial infection seen in young children, with 
unclosed sutures and porous bone, cannot occur. 

Again, in abscess of the brain due to ear disease, the onset of the 
brain symptoms is gradual, and they may not reach their acme for two 
or three weeks, while in vascular lesions of the brain the symptoms 
may bo fully developed in a few hours or, at most, days. In embolism 
the onset is usually instantaneous and unconsciousness is rare. In 
hssmorrhage the patient may be a sufferer from chronic heart or renal 
disease; the onset is usually rapid, and arterial pressure in excess. In 
thrombosis the manifestation of the symptoms is»more gradual, and may 
extend over a few hours or days. 

Although no autopsy was obtained, I append one illustrative case— 
one out of many of, the kind I have met with—in order to enforce the 
point of the difficulty of diagnosis :— 

Cask. —Male, age 62. Influen/a. For three days had pain in left ear 
and profuse otorrhoea. On fourth day became drowsy, and then gradually 
comatose. When seen, left hemiplegia, limbs on right side rigid, no vomiting, 
temperature 102*, pulse 120, eyes turned to left, no optic neuritis. Patient 
had never had ear disease before this attack. The age, the short history of 
otorrhoea, 'the absence of vomiting, the condition of the pulse and temperature, 
a®d the onset of coma in the course of a single day, excluded the dia^osis of 
brain abscess, and made the diagnosis of thrombosis almost certain ; a diagnosis 
easily explained by the weakening influence of influenza. 

Some general remarks. — Although, when in a patient who is 
suffering from chronic purulent otorrhoea symptoms of brain abscess 
appear, it might be thought quite obvious that the infection -iiad arisen 
from the temporal bone| yet cases do arise which seem to show that 
this is not ffiways so. In one case, after severe influenza, the patient 
died with abscess in the occipital lobe; in another, two months after a 
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severe attack of the same disease, the patient died with an abscess in the 
frontal lobe. Both had chronic purulent otorrhoea. This is not the 
place to describe the surgical technique of the treatment of these 
abscesses, but it may be pointed out that no exploration for abscess 
should be looked upon as having failed until the finger has been intro¬ 
duced along the track of the trocar and canula, and determined the 
absence of a tense abnormal swelling. It is by^po means uncommon to 
have a return of symptoms a few days afte:^ the evacuation of abscess, due 
either to the refilling of the abscess from faulty drainage, or to the 
formation of a new abscess in another part of the same lobe. Jn the 
cerebellum it is by no means infrequent to have a second or even a third 
abscess. After the drainage of a brain abscess, whatever the symptoms 
of further cerebral trouble that may arise, and they* are often inexpli¬ 
cable, the duty of the medical attendant is to explore the brain through 
the original wound, and not to be led away to undertake a chance opera¬ 
tion in another region. Instead of concentrating the attention on the 
original site of abscess, the new symptoms—such as high temperature, 
rapid irregular pulse, screaming fits, retraction of head, general twitchings, 
vomiting, drowsiness, etc.—may suggest conditions which are not present, 
such as meningitis or acute distension of the ventricles; the symptoms 
being really due to the refilling of the old abscess or to the formation of 
another. The temperature, pulse, and respiration of brain abscess are 
modified when the skull is opened, in consequence of the relief of intra¬ 
cranial pressure. There is groat danger in delaying operation when a 
brain abscess has been diagnosed, especially in the case of abscess of 
the cerebellum, since death may occur suddenly from pressure on the 
respiratory centres. Should the natural breathing cease during opera¬ 
tion, artificial respiration must be ctin-ied on while the operation is 
continued, and the cerebellar abscess opened; pressure is thus relieved, 
and natural breathing restored. It has been thought that in cases of 
double otorrhoea with symptoms of abscess of brain a difficulty would 
arise in determining the side of the abscess. It has always happened, 
in my experience, that the tympiinic disease showed signs of greater 
activity on the side which determined the intracrajiial infection; although 
in cases of double otorrhoea without intracranial complication it is not 
uncommon to find the lesions and evidences of activity practically sym¬ 
metrical. 

It is remarkable that after operation and apparent convalescence 
some cases of brain abscess begin to retrograde and finally end fatally. 
These are cases in which large areas of the brain are involved, and the 
healing process fails at a certain stage. A similar event occurs 
occasionally after the removal of large brain tumours, and depends on a 
general nutritional failure. 

Ili.ubtrativ£ Cask.— Male, age 38. Discharg#from left ear eleven years, 
complete left facial palsy seven years, vertigo, pain in head, and salloV complexion. 
Mastoid operation, small abscess size of Barcelona nut found in petrous ; two or 
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three days later he asked the nurse to boil a sixpence (he had previously been 
in the habit of giving; her sixpence to buy eggs with). When seen next day, 
aphasia, agraphia, and s^exia, vomiting, right face and ami slight weakness, 
right knee-jerk increased, temp. 97°, pulse 60. Operation: whole left 
temporo-sphenoidal lobe turned into abscess. Abscess wall of old standing; 
wound healed well, but fe^le state of jmtient unequal to repairing so great a 
cavity in the brain, and d^th occurred in the eighth week. Autopsy showed 
healing process nearly complete ; the abscess had been plugged from the bottom 
with gauze for five weeks. 

II.' Diffuse suppurative meningitis. —The symptoms of localised 
suppurative meningitis, which subsequently, of course, may become 
diffused, have already lieen discimsed under the diagnosis of brain abscess. 
When the inflammation is diffiised the hc<adachc is very severe, the 
patient often crying out with pain; optic neuritis occurs cjirly; there is 
rigidity of neck with some implication of the cranial nerves, such as 
that causing squint or irregular respiration ; the pulse is full and rapid ; 
the temperature high without the great oscillations of pyaemia; vomiting 
occurs, and paralysis of the limbs accoixling to the gi’eater or less amount 
of invasion of the motor cortex. 

Occasionally a case is seen in which very high fever and pain in the 
ear suddenly set in, the patient having previously seemed in perfect 
health, with the exception of slight chronic otorrho'a. Severe headache 
and (usually) vomiting soon occur, followcil by unconsciousness, and 
in two or three days by death, the medical man, in these meningitis 
maligna cases, having saircely time to complete his diagnosis or to 
determine whether surgical interference be ncqessary or possible; all 
this is very different in the cases of brain abscess in which the onset 
is much more gradual. 

Illustrative cases:— 

Case 1.—Male, age 30, was seen late one evening. Patient h.id gone to 
his work in the morning perfectly well ; he had had otoiTh«i-a for two years. 
Tlie acute illness began suddenly without w.arning at 3 p.m. witli agonising 
headache ; temp, when sefen 106'5°, face pale, lips blue, breathing rapid ; he 
had been crying out with pain in the head until unconsciousness supervened. 
Already he had incipient optic neuritis ; nothing in chest to account for the 
condition. .^Diagnosis : meningitis. The patient lived for three days. Autopuy. 
—Suppurative meningitis most marked over the base, but spreading over the 
vertex: tympanum extensively carious on the side from which there had been 
otorrboea. From the dura over the tegmen tympani a tiny thrombosed vein 
passed to the pia mater. It is clear that the pyogenetic infection had pro¬ 
ceeded along this tiny vein, and had been the cause of an acute end fierce 
explosion of suppurative meningitis. 

Case 2. —Male, age 35. Double otorrhcea one year. Severe p|;n in head 
eight days, with shivering, ijistlessness, and delirium. March 25th : very stupid 
and torpid. J^arch 26th: very restless and could not be kept in bed, hence 
brought to hospital On admission ; double otorrhoca, oedema over left mastoid, 
severe pain left'side of head, looked very ill, temp. 101'6°, no optic neuritis. 
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no paresis. March 27th, 2 a.u. : rigor, temp. 106'4°; 4 a.m., operation on 
left side, large antrum full of stinking pus, tegmen antri and tympani gone, 
subdural abscess over anterior surface of petroua , March 28th: extremely 
restless, temp. 105'4*, horizontal nystagmus, conjugate deviation of both eyes 
to right, slight right facial spasm and palsy, left knee-jerk bpsker than right. 
Operation: sinus explored, no pus found in groove, but sinus contained 
non-septic thrombus ; left cerebellar hemisphere n^{;mtd, as would be expected 
with high temperature, absence of vomiting, and the palsy of right side of face, 
notwithstanding the nystagmxis and the conjugate deviation of the eyes to the 
right March 29th : died, temp. 106°. Axiiopty .—Subdural cavity over roof of 
left tympanum had been drained, dura softened in one place and show^ small 
perforation. Suppurative meningitis was spreading from thp temporo-sphenoidal 
to the frontal-parietal region. ,, i 

Note the absence of vomiting during the whole illness, the high tempera¬ 
ture, and the almost uncontrollable restlessness. 

III. Lateral sinus pysemla.—Occurs both in children and in adults. 
When tympanic caries is present in childhood the immature state of 
the temporal bone is favourable to the extension of the septic process to 
more dangerous regions, to the escape externally of purulent collections, 
and to earlier and clearer indications of deep-seated disease than are 
commonly met with in the adult. At every age lateral sinus pymmia is 
fatal, unless early operative interference be carried out. In twenty-two 
out of fifty-seven necropsies on ear cases a purulent thrombus was found 
in the lateral sinus. It is important to note that pyeemia from disease of 
the temporal bone may prove fatal without the occurrence of thrombosis 
of the lateral sinus. 

Symptoms. —(i.) Those due to the local inflammation. A purulent 
discharge from the ear and a history of its presence for more than one 
year. The carious process must have time to extend from the antrum 
or tympanum to the bony groove for the lateral»sinus. A subdural 
collection of foetid pus is usually found in the bony groove, which, by 
its presence next the dura mater bounding the sinus, inflames its wall 
and infects its contents. Local oedema and tenderness along the course 
of the sinus and of the internal jugular vein. *Stifiiiess of the muscles 
of the back and side of the neck, sometimes causing retraction of the, 
head. Pain in the ear. 

(ii.) Those due to general infection of pyeemia. Sudden onset 
with pain in ear, frontal and occipital headache, shivering, vomiting, 
and oscillating temperature. Pigors are repeated day by day as in 
pysemia. Vomiting may recur several times, but in pyaemia is not a 
prominent symptom, as it is in brain abscess. The temperature runs up 
to 105°, and down again perhaps to normal—one or two such oscillations 
taking p|pe every twenty-four hours. The mental state may remain 
unimpaired up to the time of death. 

Early diagnosis .—^In a certain proportion oS cases there is no pain in 
the ear and no otorrhoea •, thus the attention may not be drawn to the 
ear, and the examination of it may be omitted. Years ago I saw an 
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autopsy on a patient, supposed to have died from tjrphoid fever diu-ing a 
typhoid epidemic, in whom the lesions of lateral sinus pyaemia were 
found. ^ 

In young children a diagnosis has to be made Avithout rigors, though 
sometimes convulsions take the place of rigors. The oscillating tem¬ 
perature indicates the sratic state. In children, as compared with adults, 
the temperature easily/runs up; and, unless the general state of the 
child correspond to the temnerature, and bo one of serious illness, too 
much stress must not be laid upon it. It must bo remembered also 
that though the septic process is usually of pyaemic character, it may 
resemble septicasmia and be fatal as such without rigors; both in children 
and adults. The diagnosis is often obscured by the application of leeches 
and blisters, whicH •inflame the soft parts over the mastoid and prevent 
the proper examination of the region. As a rule the otorrhoea is 
horribly offensive, but sometimes it is slight and inodorous; yet this 
inodorous discharge may be as serious ais one which is offensive, for 
the organisms giving rise to pyaemia do not necessarily give an 
offensive odour to the pixs. There may be no local ujdema over the 
mastoid, in fact no masto-squamous abscess; because the long-continued, 
deep-seated inflammation has sclerosed the bone around the antro- 
tympanal cavities. Tenderness may exist only at the posterior bonier 
of the mastoid, and is a local sign of deep-seated collections of pus in the 
bone or sigmoid groove. In one case, in which there was great swelling 
of the soft parts over the lower part of the mastoid and upper part of 
the neck, offensive pus was found escaping from the mastoid foramen 
and mastoid vein; and this was subsequently proved to have come 
respectively from a subdural abscess in the groove, and from a 
suppurating clot in the sinus. The swelling and tenderness in the neck 
in the course of the internal jugular vein may be due to phlebitis of the 
wall of the vein, \\^ich is distended with clot; or the vein may be empty 
and collapsed, and swelling will then be attributable to enlarged and 
inflamed lymphatic glands. Optic neuritis may be present in cases of 
lateral sinus pysemia; if present it means that the dura is so far invaded 
as to allow of the spread of a basal meningitis to the region of the optic 
nerves. The presence of optic neuritis adds to the urgency of im¬ 
mediate operation. 

Diagjwis from typlund .—The sudden onset, the oscillating temperature, 
the repofA^ rigors, make the diagnosis of lateral sinus pyaemia usually 
OMy; but otorrhoea may supervene in the earliest stages of typhoid, and 
in patients who have otorrhoea enteric fever may begin with rigors. 
Murchison says : “ Enteric fever would bo excluded from the diagnosis by 
a temperature approaching to normal on any evening during the first 
week, .and on the other hand by a temperature of 104“ on the first day, 
or second morning of illness”; and again, “ 3 out of 63 case* of enteric 
fever commenced with rigors: in several instances, not included in this 
analysis, I tave observed decided rigors, in fact all the phenomena of 
ague, during the first few days.” This experience shows that the occurrence 
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of rigors and even a sudden onset of illness do not exclude typhoid, and 
that the diagnosis of lateral sinus pysemia must not rest only on a series 
of rigors. Clearly, if optic neuritis is present, farly typhoid fever is 
excluded; and the absence of knee-jer^ favours a diagnosis of intra¬ 
cranial inflammation rather than of enteric fever. 

Illustrative cases:— 

Case 1.—Male, age 20. When seen, headache, earache, vomiting, and 
general malaise ; six days previously had had a rigor, and onset of illness was 
therefore sudden ; discharge of foetid pus from meatus last six months, tempera¬ 
ture 104’. During next few days temperature wm continuously high, and he 
had no further rigor ; on seventh day a typical typhoid eruption appeared and 
cleared up the diagnosis. If the temperature had oscilla|ed to normal, or if a 
series of rigors had occurred, the lateral sinus would certainly have been examined 
by operation. 

Case 2.—Female, age 12. Discharge from left ear seven years. Bepeated 
shivering two days. When seen, severe headache, tongue furred, temperature 
high, foetid pus escaping from left auditory meatus. The further history of 
this case was much like that of the other ; there was little daily variation of the 
temperature, no further rigor occurred, and a typhoid rash came out. 

Whether the sinus be full of clot, or of moving blood, it matters not, 
as far as treatment is concerned. In either case the poison of pyaemia is 
being poured into the sinus, or, say, through the vein of the cochlea into 
the jugular; and the same method of treatment must be adopted. When 
there is no septic thrombosis the artificial thrombosis produced by the 
true surgical treatment may erect an cficctual barrier against further' 
immediate infection from the primary focus of disease. The average 
duration of untreated lateral sinus pyaemia is three weeks. 

The intracranial complications that are commonly met with are 
suppurative meningitis, brain abscess, and extension />f the thrombosis 
to other cerebral sinuses. In one case the patient, a woman, aged 30, 
sufl'ered from melancholia as a complication of the pyaemia, and pushed 
a carpet needle into her heart, which was not discovered until the 
necropsy. 

Notwithstanding evidence of secondary deposits the cases, though 
desperate, are not without hope ; and the medical attendant should advise 
surgical treatment, not only for the primary disease, but als^for the 
accessible secondary purulent foci. ^ 

Pv^mococcus infection ,—A group of symptoms similar to those which 
arise in septic infection of the lateral sinus may occur from pneumococcus 
infection. Without wishing to dogmatise, it may be stated that the 
pneumococcus causes lesions in many other parts of the body besides the 
lung, some of which are suppurative and others undergo resolution. There 
is reason touuppose, both on clinical and bacteriological grounds, that a 
general febrile disorder, quite comparable to othei*’speciflc fevers, is some¬ 
times induced by the pneumococcus, which may or may not* be accom¬ 
panied by local inflammatory changes in the lung or elsewhere. The 
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middle ear is one of the most frequent extra-pulmonary seats of the 
pneumococcus j and the otitis thus caused may occur independently of 
any recognisable pneuiponia, or may precede an attack, or follow it." In 
one of the cases of brain abscess referred to in this paper (p. 691) the 
pus yielded a pure culture of the pneumococcus. Joint suppuration is 
also caused by the pneur^coccus, and it is probable that in many cases in 
which there is acute paiti in one or more joints we have really to do with 
a pneumococcus inflammation,which undergoes resolution. In some of 
the cases in which intracranial suppurative lesions, such as meningitis, 
follow .acute otitis with unusual rapidity, pai-ticularly when accompaniecl 
by marked joint pains, this explanation of general pneumococcus infection 
with multiple loca^sations may be thought of. 

Cases illustrative of pneumococcus infection:— 

Cask 1.—Male, age 7 years. High fever, no evident cause ; two days, then 
headache and earache, right tympanic membrane red and bulging. Pus evacuated, 
it yielded almost pure culture of pneumococcus. Fifth day: pmeumonia right hose. 
Recovery perfect. 

Cask 2.—Three members of one family were taken ill in succession ; the first 
had a febrile attack with joint pains, the second hiul suppurative otitis, and the 
third had a severe attack of pneumonia. All three mode good recoveries. 

Cask 3.— Recovery from severe menitigilis voith otitis, pruhahU pneumococcus 
infection. —Male, age 7 years. Sudden onset, with vomiting and lieadache, on 
May 10th. Seen May 12th: pulse 108, temperature 101°, drowsy and moved 
with difficulty, tongue coated and brown, no history of pdithisis; next day wild 
delirium, some retraction of head, no paralysis, right optic disc blurred, scream¬ 
ing, convulsions, convergent sepuint. Temperature continued high, but with 
large daily oscillation for next fortnight, but kept below 100“ from May 27th to 
June 15th, when there was a temporary renewal of fever. Optic neuritis became 
well marked, but the squint only lasted a few days ; some days after admission 
purulent discharge from right ear, but without relief to the symptoma Frequent 
convulsions occurred. After several months' illness the patient, though he 
reached the last degree of emaciation, ultimately recovered, improvement 
beginning on July 17th. He was discharged from hospital on September 
23rd in &ir health, and without much impairn>ent of hearing. 

Cases illustrating lateral sinus p)’semia and some fatal complications:— 

Cask 1.— Ambulatory lateral sinies pyirmia. —Male, age 27. Travelled sixty 
miles, and'walked into the writer’s room. Bight fictid otorrhcca fifteen years, ear- 
aihe and shivering eight days, since then shivering, sweating, headache, vertigo, 
temperature 104°. Operation same day. No swelling over mastoid, large 
stinking cholesteatomatous cavity in mastoid surrounded by hardened bone. 
Suppurating clot in sinus, upper segment of divided vein stitched to akin of neck. 
Rapid and complete recovery. 

Cask 2.— Lateral sinus pyasmia operated on too late. — Female, age 40. 
Foetid left otorrhoea twenty vears. When seen had had a rigor every Ay for tliree 
and a half weeks ; temperature varied in rigors from 105° to 107°. Condition 
unrecognised Secause there was neither tenderness nor swelling over the mastoid, 
but for several days there had been swelling all down the left side of the neck. 
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Mind clear, alight icteric tinge of akin, pulae rapid and feeble. Operation ; 
inunenae cbolesteatomatoua cavity in maatoid aurrounded by ebumated bone. 
Suppurating clot in ainoa and in vein as for as aubclavian. After operation 
temperature normal; death occurred on fourth day, apparently from heart failure. 

Case 3.— Pycemia complicated by albuminuria in an alcoholic subject. —Male, 
age 36, publican. Six montha before had liad influenza followed by profuae dis¬ 
charge from right ear. When seen, foetid discharge Vpm right ear, temperature 
104°, rigors, vertigo, vomiting, no mastoid signs, albumin one-sixth. Operation : 
large suppurating cavity in maatoid, much jiaa in groove, disintegrating clot 
in ainus. Vein divided between two ligatures, upper ligature taken ofiF. Next 
day temperature normal, urine contained albumin and blood. A week later 
died. Post mortem ; large white kidneys. 

Case 4. — Lateral sinus pycemia, cerdtellar ccbscess, dea^ from extension to 
opposite lateral sinus. —F., age 14. Bight otorrhcca seven years. Earache and 
rigors commenced three weeks ago. For one week rigors have ceased, and there 
have been drowsiness, photophobia, normal temperature, and vertigo. Operation: 
inner and outer walls of sinus sloughed, torcular end had to be plugged, 
cerebellar abscess evacuated. Death four days later. Autopsy. —Purulent 
thrombus between torcular and plug. There was an abnormally free communica¬ 
tion with the opposite lateral sinus, and the clot had extended across the middle 
line into the opposite lateral sinus. 

Note. —Never plug the torcular end of the sinus if it can possibly be helped ; 
for the plug may dam up septic material which may cause extension of the 
thrombus to the opposite lateral sinus; or, what is more usual, to the straight or 
superior longitudinal sinus, with which the left and right lateral sinuses are 
respectively continuous. If a plug be necessary it should be removed as soon as 
possible. 

Case 6. — Lateral sinus pycemia, exiension of septic thrombosis. —Male, age 22. 
Bight otorrhcca seven months, when typical symptoms of lateral sinus pyumia 
supervened. Operation : internal jugular vein divided in neck, upper end sutured 
to skin incision. Lateral sinus opened behind ear ; proximal end had to be 
plugged with gauze, as it bled freely. For twenty days the^ patient went on well, 
but pulse was slow, bowels constipated, and skin very sallow. On twenty-fifth 
day, as temperature had risen and patient had been several times sick, and a 
little offensive pus had escaped from the wound behind the ear and from the 
opening of the jugular vein on the surface of the neck, the mastoid region was 
explored. Venous haemorrhage occurred from the superior petrosal sinus, which 
was difficult to stop. For a few days the condition improved, but then the 
mental state became altered, and he was generally sick once a day; temperature 
and pulse were above normal. In reading he made many mistakes, and'frequently 
wept; the right arm was weaker than the left, and there was slight paresis of the 
left side of the face. The question arose whether the condition were due to 
farther extension of the thrombosis or to the development of a brain abscess. 
The temperature, which was of an oscillating character, reaching 102° daily, and 
the bilateral paralysis were in favour of thrombosis. A circle of bone was 
removed over the temporo-sphenoidal lobe, but the dura was not opened, as there 
was no evidence of intra-dural distension. The same evening he had a fit of 
tetanic type, beginning on the right side and afterwards spreading to the left; 
the head and eyes were turned to the left, and as the fits spread to the left side 
they were turned to the right; the fits were frequently repeated, lasted seven or 
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eight minutes, and daring them fecces and urine -were passed involuntarily. 
Aviopsy .—Superior longitudinal sinus filled with a pnriform clot, as was also 
the left lateral sinus, vjhich had been infected by a small commissural vein 
crossing the torcular from the right lateral sinus. The veins passing from the 
parietal lobes to the superior sinus were plugged with clot, and there was here 
some yellowish exudation over the convexity of the hemispheres ; a plugged vein 
on each side about on,”^nch behind the furrow of Rolando was peculiarly 
prominent. The right auperior petrosal sinus was not plugged, and it was from 
this that the bleeding had occifri-ed, as the right lateral sinus seemed firmly 
plugged with clot In the left hemisphere, immediately below the upper end of 
the Bolondic furrow, was a small recent abscess like an almond in outline and 
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Case 6. _ Lateiyil ginvs pyermia, exUnnion of thrombon* to ravmions nnus .— 

age 8 years. Admitted with right otorrhoea, tempemture 105°, rigors and all 
the symptoms of pyaemia. Immediate operation ; vein divided between two 
ligatures, upper ligature not taken off as vein bled freely. For one week 
patient was practically well, when temperature rose to 103°, pulse 120, respiration 
24 ; was sick, but not drowsy, and there was no optic neuritis. Next day right 
eye prominent, ecchymoais of conjunctiva, oijhthulmoplegia interna. Next day 
left eye similarly affected. Twenty-four hours later death. Autn}tsy .—Right 
lateral sinus and upper segment of internal jugular vein contained pus which 
had overflown into the inferior petrosal sinus. 

Note .—Never leave a ligature on the upper segment of the vein for more than 
a few hours, otherwise the vein may become a test-tube of piis which will hifcct 
the cavernous sinus. Septic thrombosis of the cavernous sinus is inevitably 
fatal, but the writer sees no reason why such a condition may not be successmlly 
dealt with by operation, provided, of course, that interference takes place before 
the septic clot has crossed the middle line by the transverse and circular sinuses. 

Case 7. —Lateral sinus pyoemia, extension into shperior longitudinal mnus. 
Female, age 14 (not under care of writer). Typical symptoms : right lateral 8iiiu.s 
involved ; usual operation. Case progressed well for a week, then temperaturc 
gradually rose to 103°, and vomiting, headache, screaming fits, drowsiiiesfs ami 
paresis of right face and arm occurred. Right cerebellar hemisphere explored, 
nothing found. Autopsy.—Right lateral and superior lon^tudinal sinuses con¬ 
tained purulent thrombi. Opening in sinus plugged with clot, behind which 
was offensive pus. Th« tributary veins going to superior longitudinal sinus 
from left motor cortex were thrombosed, and over the left motor cortex was 
slight suppurative meningitis. 


IV. llAteral sinus septlcssmla. 
niuatrative cases:— 

Case 1— Acute septicamia follouing otitis media occurring during cmivalescence 
from scarUt fever.—Female, age 6 years. Acute otorrheea with swelling and 
oedema over mastoid. Operation ; membrane incised, mastoid opened. Tempera¬ 
ture normal first three days ; when seen again a week later, tem™raturc 10 , 
respiration 30, pulse 140. jaundice, diarrhoea, enlargement of liveF and spl^n, 
distension gf belly, albi^minuria. General infection had scarred. I* ^ 
useless to attempt by operation to prevent further infection ^ P” ^ 

focus. Ordered 10 c.c. anti-stieptococcic serum every six hours, altogether 260 
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C.C. injected. Within twenty-four hours it was clear that the serum was 
controlling the septic process, and seven days after the first injection temperature 
was normal. Large htemorrhages occurred into the areolar tissue in various 
situations, but this hoemophilic sequel of the septic process was successfully 
dealt with by antiscorbutic diet and the administration of calcium chloride. 
Complete recovery took place. 

Case 2.—Male, age 6 years. Scarlet fever folldwed by right acute otitis, 
temperature 103°, knocking pain in car. Operation: incision of membrane and 
opening of antrum. Improvement for two days,' then temperature rose gradually, 
and in a week had reached 104°. Pulse was rapid and irregular, no signs in 
lungs. Mastoid explored found to be cellular and to contain pus; disease 
removed, convalescence rapid. 

iVote.—The mastoid in children may be as pneumatic or diploetic as in 
adults,—contrary to what is usually stated. 

Case 3 .—iMteral mius septiaemia, no diagnom made, —Male, age 2 years. 
September 3rd: operation for double hare-lip. September 10th: lip healed 
satisfactorily. September 19th: some breaking down of wound, and child 
looked ill and refused food. September 21st: lip wounds completely broken 
down ; from this time to October 6th, when he died, there was gradual emacia¬ 
tion, temperature occasionally 99° but usually normal; towards the end some 
petechial spots appeared on the skin. Sepsis was suspected, but its origin could 
not be determined. Autopstf .—Pus in right tympanum, which was carious, 
membrana tympani normal, puriform clot in right lateral sinus, small haemor¬ 
rhages in the pia, pleune, and lungs. 

Note .—The absence of signs of inflammation over the mastoid is no proof 
of the absence of extensive disease in the tympano-antral cavities, but in these 
cases in infanta there is usually profuse external otorrha>a. Note also the intact 
tympanic membrane with a carious tympanum, and the absence of rigors and 
high temperature. 

V. Lateral sinus saprsemia. 

female, age 30; 6J weeks before seen had been confinedi Three days after 
parturition temperature 105°, uterus curetted, no effect on temperature, which 
rose every day to 106° or 106°; there was no shivering nor vomiting. On the 
tenth day uterus again curetted ; meanwhile the husband and one servant had 
been taken ill with typical enteric fever, and the question arose. Was this also 
a case of typhoid t When seen by the writer temperature had been 106° or 106° 
every day for 6j weeks. A day or two before, some deafness of the right ear 
had been discovered. Mind clear, no optic neuritis, patient thin jpd weak, 
tongue furred, temperature 106°, no recollection of a discharge from the ear^ 
though on right side drum was absent, and on wiping promontory with a little 
cotton wool the wool returned slightly damp and offensive. Operation same 
evening: antrum deeply placed, surrounded by ebumated bone, and about twice 
the size of a pea, full of granulation tissue; no pus. Kesult: no rise of tempera¬ 
ture after operation, rapid convalescence. 


Charles A. Ballance 
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CEEEBRAL HEMORRHAGE 

For the purposes of thjT present article the title raay he taken to include 
intracranial haemorrhages in any position. There is no part of the con¬ 
tents of the cranium which can be said to be free from the liability to 
rupture of blood-vessels, but of course some psirts are more prone to 
haemorrhage than others. 

That a diseased condition of the arterial walls is a necessary condi¬ 
tion seems certain' p yet there are many cases, those, for instance, occur¬ 
ring in apparently healthy young persons, in which such a condition has 
not been demonstrated. 

Causation .—Remote Cavses .—Persons of certiiin physicid confoiiuation 
have long been regarded as especially liable to cerebral hemorrhage; such 
as have a short, thick neck, a florid complexion, and so forth: but experi¬ 
ence teaches that the lesion is at least as common, if not more so, in 
persons of quite opposite build. Undoubtedly, however, there are certain 
general conditions which dispose to rupture of cerebral vessels. 

First among those must come that state in which arc associated, more 
or less, interstitial fibrosis of the kidneys, hypertrophy of the left ventricle, 
and other evidences of a high arterial blootl - pressure. Whatever the 
causal relation of these three factors to one another, there can bo no 
doubt that in such cases there is a strong tendency to degeneration 
of the cerebral arteries; unfortunately, however, in the present state 
of knowledge, the extent of such degeneration must be one of inference 
only. Perhaps in the greater number of cases the only hint of such a 
condition during liff is the raised arterial juessure, as evidenced by tortuous 
radial and temporal arteries, incompressible pulse, accentuated aortic 
second sound, and perhaps some evidence of hypertrophy of the left 
ventricle. Such patients may or may not present a history of the arthritic 
phenomena of gout, and, after death uratic deposits may bo found in the 
cartilages of their joints. In 50 necropsies in cerebral haemorrhage at St. 
Bartholomew’s Hospital—in which the great toe and other joints were 
opened—^uratic deposits were found in 19 instances (38 jjer cent); in the 
remaining^! the cartilages were quite normal. There can be no doubt 
tfiat the part played by gout is a very imjmrtant one, yet the arthritic 
aspect of the matter is perhaps the least important. 

There is a striking tendency to heredity in cerebral haemorrhage. A 
single lady, aged 41, during a violent attack of sea-sickness, became 
unconscious, and died in the hospital: a large haemoirhago was found, in 
the usual position, which had burst into the lateral ventricles. There 
was no atheroma of the oerebral arteries, and but very little of the aorta. 
The kidney^ were but slightly affected, and the heart scarcely at all 
hypertrophied. But nine members of her family, who during life had 
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presented little or no evidence of arterial or kidney disease, had died 
in the same'way. 

Certain poisons dispose to cerebral hsemorrh^e: of these the most 
important are syphilis, lead, and perhaps alcohol. Whether alcohol may 
operate as a direct cause is not decided; more usually its influence is in¬ 
direct, by inducing a tendency to degenoration^an influence which may 
afiect the offspring. c 

In the later degenerative stages of S 3 rj^ili 8 the cerebral vessels seem 
to share in the general degradation of tissue, but in some instances the 
brunt of this degradation may be said to fall upon these vessel^; it is 
possible that this may explain some of those cases in which extreme 
cerebral arterial change is found without correspondine heart and kidney 
signs. 

Persons exposed to the influence of lead are, as is well known, par¬ 
ticularly prone to gout; and it is probably through the mediation of gout 
that the liability in such persons to cerebral hsemorrhage arises. 

Certain general blood states dispose to hsemorrhage, and in these the 
brain tends to suffer equally with other tissues: such are pernicious 
anaemia, leucocythsemia, purpura, and scurvy. 

Age .—No period of life is exempt from cerebral haemorrhage, but 
inasmuch as arterial degeneration is most common in the later periods, it 
is after middle age that we find the chief liability to such haemorrhage. 
On this point, however, there seems to be a want of agreement in the 
published statistics. The following table has been prepared from the 
post-mortem records of St. Bartholomew’s Hospital during eleven years. 
In that period 3790 necropsies (medical) were made, including 132 cases 
of intracranial haemorrhage. 

The age was ascertained in 124 cases :— 



Maleti. 

Females. 

Total.' 

Per cent. 

8-20 years 

6 

2 

8 

6-4 

21 - 30 „ 

4 

3 

7 

5-6 

31 - 40 „ 

11 

8 

“ 17 

13-7 

41 - 60 „ 

32 

11 

43 

34-6 

,61 - 80 „ 

18 

6 

24 

19-3 

61 - 70 „ 

14 

6 

20 

16-1 

71-80 „ . . 

6 

0 

5 

4-^ 


90 

34 

124 



From this it will be seen that the liability seems to bo greatest 
between 40 and 50, and to decline appreciably with each succeeding 
decade. These figures correspond in the main with those of Fagge, maule 
from a similar source to the above. « 

Gintrac’s figures have been freely quoted by succeeding authors. 
They have the value of large numbers, but they axe largely made up of 
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recorded cases, and are therefore to a large extent selected. According 
to Gintrao’s tables the percentage of cases iucrcases with leach decade 
from the age of 30, to attain the maxium between 61 and 70. It is also 
noticeable that as many as 17 per cent fall between 70 and 80. This 
estimate, then, does not accord with the experience of two of the large 
London hospitals. ^ 

It is possible that .jBenile degenerative processes may in some cases 
fall more particularly upon tjhe arterial system, a circumstance which 
will explain the rupture of vessels in old people; but it is contended 
that ap inherited or acquired tendency to arterial degeneration will load 
to a dangerous condition of .the vascular wall long before old age. 

Sex. —As to seK there can be no doubt that women are much less 
liable to cerebral limmorrhage than men. Here perhaps the statistics of 
the post-mortem room of a general hospital may lead to an eiTonoous 
conclusion. Reference to the above table shows 90 males (72‘5 percent), 
and 34 females (27'4 per cent). Many of the men wore brought in from 
the street or from their work, where they hiid fallen ; women, who would 
be more likely to be seized at home, would be more likely to remain at 
home. Perhaps Gintrac’s conclusions are nearer the tnith; namely, that 
the relation between male and female cases is about 67 to 43 per cent. 

Although women are equally liable with men to the hereditary 
causes, they are less likely than men to acquire the arterial degeneration. 

It seems to be accepted almost as an axiom that cold weather dis¬ 
poses to cerebral hsemorrhago; to test this point the following table was 
drawn up:— 


December 

9 

March 

11 

June 

14 

Koptember 2 

January 

10 

April 

10 

July 

'9 

October 20 

February 

13 

May 

10 

August 

12 

November 10 


82 


31 


35 

32 


It is true that the figures are few, but the agreement in numbers between 
the seasons is rather unexpected. Gintrac’s figures sustain the impression 
that the accident is more likely to happen in the cold months. 

An appreciable percentage of cases occur in the course of infective 
endocarditis. In the present series there are 6 only, out of 132; but it 
is probable that this figure rather imderstates the true percentage. In 
this case.jj}ie accident msually occurs in persons under middle life. 

The drcfumslances under which hcemorrhage may take place are very various. 
A is quite obvious that if a vessel wall is so weakened as to be on the 
point of rupture, any sudden rise of blood-pressure (or acceleration of 
heart-beat) may precipitate such an accident Hence wo find cerebral 
hsemorrhage occurring under every possible form of excitement or strain, 
physical or mWtal—as, for instance, in whooping-cough, defsecation, stoop¬ 
ing or lifting, vomiting, coitus, or sudden mental excitement? Many of 
the cases brought to the hospitals have begun under the preliminary 
exaltation dl drixtk. Yet in many instances the rupture takes place under 
circumstances of complete quiescence, though on this point figures are 
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ranting. A certain number of attacks occur during sleep. Of 246 
lemiplegics, in 47 (19‘1 per cent) the onset was in sleep. It is, of course, 
mpossible to say how many of these were due to^ haemorrhage, and how 
nany to thrombosis; in fact, it is probable that a large number were 
chrombotic. Though the general circulation is quieter in sleeping than 
in waking, and though it is probable that the ^cortex in sleep is anaemic, 
it does not follow that there is any great diminu\ion of the blood-pressure 
in the main cerebral system of yessels; in<}ccd, Spehl arrives at the con¬ 
clusion that, though the brain as a whole contains less blood during sleep 
than in waiMng hours, certain parts of the base (the ganglial) are probably 
in a state of relative congestion. 

General anatomical and physical consideratlens.—The copious 
blood-supply necessary for the cerebral functions is b*o\ight to the base of 
the brain by four large vessels, which here form the remarkable anasto¬ 
mosis known as the circle, or polygon, of Willis. The anterior or carotid 
element of this is perhaps the most important in the present coimection. 

The internal carotid may be regarded in three divisions. Th4 an¬ 
terior division, called the anterior cerebral, passes forwards and upwards 
over the genu of the corpus callosum to supply the inner aspect of the 
hemisphere and the greater part of the anterior lobe. It anastomoses 
with its fellow by the anterior communicating artery, and it gives oif 
branches internally to the head of the nucleus caudatus and to the corona 
radiata of the anterior lobe. The middle division, the middle cerebral 
or Sylvian artery, is practically the direct continuation of the internal 
carotid; it is a large vessel, but its calibre is much smaller than that of 
the carotid, and its diminution in size is almost sudden. It is the most 
important of the cerebral vessels; it courses laterally over the anterior 
perforated space into the fissure of Sylvius, to be distributed to the greater 
part of the anterior lobe, and to all the parietal region, including therefore 
the Kolandic area and a portion of the posterior portex. In passing 
across the anterior perforated space it gives off a number of branches at 
right angles to its own axis, which pass in to supply the so-called basic 
ganglia, the internal capsule, and part of the optic thalamus. One espe¬ 
cially large and important branch passes between {he external capsule and 
nucleus lenticularis, and then into the latter ; and this branch has been 
shown by Charcot to be particularly prone to disease and rupture; the 
third division, if so it may bo calM, is the ijosterior comijjpnicating, 
which passes backwards to join the posterior cerebrals, thus completing 
the circle of Willis. Under normal circumstances this is a small vess^; 
but it is an important one, as it forms the basic anastomoses between the 
carotid and vei-tebral systems. 

The vertebral arteries on entering the cranium give off the posterior 
cerebellars, and then join to form the basilar artery, which' runs forward, 
grooving the pons Yarolii, and giving off many branches, laterally and 
vertically, to supply the pons and cranial nenre nuclei Close to the 
origin of the basilar arise the median cerebellars distributed the inferior 
aspect of the cerebellum; and at the anterior edge of the pons are given 
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off the superior cerebellars which supply the superior aspect of the 
cerebellum. 

The basilar divides ^ little in front of this into the two great posterior 
cerebrals, which course round the crura cerebri to supply the cortex of 
the temporo-sphenoidal and posterior lobes, sending in branches to nourish 
the crus, optic thalamus, ^nd corona radiata of the posterior lobes. The 
anatomical disposition oft the vessels in the brain has been exhaustively 
treated of in the works of Dur^t. 

The dura mater is supplied by (i.) the anterior meningeal, derived 
from the anterior ethmoidal branch of the ophthalmic artery; (ii.) a few 
twigs from the ascending pharyngeal; (iii.) the middle meningeal, from 
the internal maxillary, a large vessel which supplies practically the whole 
of the dura mater Except the extreme anterior part and that of the 
posterior fossse covering the cerebellum; (iv.) the small meningeal, a 
branch of the last to the Gasserian ganglion and dura mater of the 
middle fossa; (v.) the posterior meningeal from the vcrtebml, supplying 
the dura mater of the posterior fossae. 

Besides the basic anastomosis of the circle of Willis there is every 
reason to believe that there is a free anastomosis between the cortical 
cerebral vessels. Duret admits the occasional existence of an anastomosis, 
but considers it to be less free and constant than other writers. 
However, Heubner and others, Biscous, Mendel, and Tedeschi seem to 
have demonstrated this anastomosis conclusively. The branches to 
the nuclei of the base, however, are terminal. This point is illustratetl 
by a case in which the middle cerebral was found completely plugged 
soon after its origin from the carotid; the caudate and lenticular 
nuclei were so softened that they could be almost shelled out, while the 
nutrition of the cortex was everywhere perfect. If therefore, as has 
been suggested (Tedeschi), there is any anastomosis between basic and 
cortical branches, it;must be very inconsiderable. 

Peculiarities of the eei-ebral circulation. —The following features of the 
cerebral circulation may explain, to some extent, the liability of the 
vessels to disease. 

(«) The brain receives its blood by two distinct channels, the carotid 
and vertebral. 

* (6) In comparing these two systems it may be noted that the 

diminution,jn size is more gradual in the vertebral than in the carotid; 
which may explain the greater liability of the latter to atheroma and 
rupture. 

(e) The part of the organ requiring the greatest blood-supply is 
outside, therefore the main divisions of the great vessels are distributed 
over the cortex by gradual dichotomous division, comparable with the 
usual division of arteries all over the body. It must be owing to this 
circumstance that hsemorrhage is less common by far in these vctsels than 
in those to the internal p^lrts. 

(d) The Vhssels for internal distribution come off, as alwve described, 
at right angles from the main trunks; such as the middle cerebral, 
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posterior cerebral, basilar. This means friction, for the less the angle 
Tnn^A by two branches the less the resistance to the flow; but these ' 
vessels are very small, they have a comparatively short coarse, and are 
practically terminal. Indeed, as Mendel suggests, it is probable that 
riie pressure in these small vessels is not very much less than that in the 
carotid itself. The strain then upon the y^IIs of these vessels is 
probably far in excess of that on the walls of vessels of a corresponding 
calibre in the cortex or elsewhere in the hfKiy. 

(e) By the researches of Bayliss and Hill doubt has been thrown 
upon the existence of a vaso-motor mechanism in the brain., They 
obtained no evidence of such a mechanism by stimulating the vaso-motor 
centre, the central end of the divided spinal cord, or the stellate ganglion. 
Accor^ng to these writers, the cerebral circulation follows passively the 
changes in general arterial and venous pressure. Quiland (5), Morison 
(31a), and others, however, have found nerve fibrils on the vessels of the 
pia mater which may be vaso-motor. It is difiicult^ moreover, to accept 
the proposition that an important system of vessels, provided with well- 
developed muscular coats and supplying blood to such a highly-specialised 
organ as the brain, should be unprovided with any special direct con¬ 
trolling mechanism whatever. 

Pathology and Morbid anatomy.—(A) The state of the blood-vessel. 
(B) Associated lesions elsewhere. (C) Mechanical effects of haemorrhage. 
(D) Situation of the focus of haemorrhage. (E) Secondary degenerations. 

(A) The state of the blood-vessel .—It is obvious that before rupture of a 
vessel can take place there must be some preparatory weakening of its 
wall, and of the causes of such a weakening the most important is 
atheroma. * 

Atheroma generally manifests itself in the form of patches of yellow 
tbinkening of the internal coat of the vessels, showing ^stinctly through 
the thin walls. These patches may be of considerable size, and may 
affect arteries of all sizes from the carotids and basilar to small arterioles 
of less than a millimetre in diameter. The condition is supposed to be 
preceded by thickening of the internal coat, of an inflammatory nature at 
first—an endarteritis. This thickening may namain as such, with a 
tendency to increase, and so to obliterate the lumen of the vessel, at the 
same time causing an atrophy of the middle or muscular coat, a condition' 
resembling the lesion known as endarteritis obliterans whiqj). occurs in 
syphilitic subjects. The effect of this is to stiffen the wall, and to Re¬ 
pose rather to thrombosis than to rupture. 

But in other cases, and in the majority, this thickening tends to 
caseous degeneration and softening, so producing the characteristic yeUow 
patches above referred to. The change may stop here, and again tend to 
favour thrombosis; or the caseation may proce^ to the deposit of lime 
salts witft great impairment to the elMticity of the wall, though not 
necessarily so weakening it as to lead to rapture. Such a state of 
afihirs, as Charcot and Bouchard have suggest^, may however tend to 
raise the pressure in the small arterioles beyond, and so to aid in the 
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formation of miliary aneurysms in these arterioles. But the caseation 
frequently takes a different course; it softens and breaks down; and then 
there results an actual^ weakening of the wall with, sooner or later, the 
formation of an aneurysmal dilatation, the bulging of which is favoui-cd 
to some extent by the comparative want of support of the cerebral 
vessels by surrounding tiMues. These aneurysms show some similarity in 
size and appearance, anA perhaps also in some of the conditions of their 
formation, to those found in thq lungs in phthisis. They vary in size from 
that of a pin’s head to that of a pea, and sometimes much larger—as large 
as a small chestnut in one case (B^tian, 2). They are found most commonly 
on the middle cerebral, or its large branches; and frequently in the 
fork formed by the division of the vessel Out of 108 cases of persons 
dead of cerebral Ifannorrhage, they were found in 18j and of these 11 
were on the middle cerebral. It should be stated, however, that Gull 
found aneurysm of the basilar more common than of any other 
artery, thus:—basilar, 20; middle cerebral, 15. These aneurysms are 
frequently multiple, and no doubt will account, by their rupture, for 
many of the arachnoid hsemorrhages; though they are often impossible 
to find on account of the large quantity of sun-ounding clot It must 
not be supposed, however, that aneurysms of this size are common causes 
of intra-cerebral haemorrhage. Atheroma of the cerebral vessels is found 
in an overwhelming percentage of cases of hsemorrhage. Out of 108 
cases in which this point was definitely noted, more or less atheroma was 
found in 92 (84'2 per cent). 

Conversely, however, atheroma is a fairly common lesion, whether 
associated with cerebral haemorrhage or not. Out of 675 necropsies 
during the last two years the cerebral arteries q)resentcd more or less 
atheroma in 46 ; and during the same period there occun'ed 25 cases of 
cerebral haemorrhage of which, say, 84 per cent presented atheroma. 
We may conclude, tjien, from these figures that atheroma without cerebral 
haemorrhage is at least as common again as atheroma with it. 

Miliary aneurysms .—In 1868 Charcot and Bouchard (15) made their 
memorable observations on aneurysms of the smaller arterioles, to which 
they gave the name miliary aneurysms (mle vol vi. p. '33.3). These 
take the form of minute dilatations of the arteriolar wall, sometimes fusi¬ 
form aud elongated, sometimes distinctly saccular. They can be seen with 
the naked eye, as minute red grains on the vascular twigs. These writers 
considered ihe lesion to be essentially a periarteritis. They admitted 
t&t atheroma may coexist in the larger vessels, but did not consider 
that atheroma has any direct relation with these aneurysms or with 
cerebral hsemorrhage. The part they assign to atheroma is the stiffening 
and want of elasticity of vessels affected by it, and the consequent 
transmission of the shock of the heart-beat to vessels less able to bear it 
and already weakened by this periarteritis. 

Subsequent observers* have placed the initial lesion in the internal 
coat. 'RtnblA- and others have looked upon it as a combined lesion, a 
peri-endarteritis. The common-sense view is to look upon atheroma and 


6I2 


SYSTEM OF medicine 


miliary aneuryem as manifestations of the same process. No doubt 
miliary aneurysms are found in some cases without atheroma, and the 
reverse is true; but is it necessary on that account to suppose a different 
morbid process in the two cases 1 

The great central fact in the chain of events is the rise of arterial 
tension or stress on the vascular wall. Hypertrophy of the left ventricle 
is a part of this process, and thus the abnormal shock of the pulse- 
wave becomes an accessory factor. As t^e vascular walls become more 
and more rigid, the pulse-wave is less and less taken up in its trans¬ 
mission; and it arrives at the small twigs with a force much less 
modified than is normally the case. Why in some cases there should 
be miliary aneurysms without apparent interventiorr of atheroma is a 
difficulty of the same nature as the frequent want of "proportion between 
the amount of hypertrophy of the left ventricle and the extent of an 
interstitial fibrosis of the kidney. 

The effect of continued increase of blood-pressure upon the vascular 
wall is admirably illustrated by the state of the pulmonary artery 
under such circumstances. The pulmonary artery is less often affected 
by atheroma than the aorta, as it is less subject to increases of blood- 
pressure. But in any condition which does raise the pressure in the 
vessel—such as mitral disease or emphysema—yellow specks of atheronui 
soon appear, distributed chiefly about the bifurcation which receives the 
full force of the pulse-wave. 

For a more detailed account of these arterial lesions, see the article 
on “Arterial Degenerations and Diseases,” vol. vi. p. 319. 

Infective endocarditis. —Before leaving the consideration of the vessels, 
notice should be taken of a not uncommon termination of infective 
endocarditis; namely, rupture of an embolic aneurysm. Aneurysms of 
this nature are caused by the blocking of a vessel by an embolus,—usually 
a small tag of fibrin from the valve,—loaded with jnicrobes. By their 
proliferation the microbes give rise to an acute inflammation of the wall 
of the blocked vessel, which results in the rapid formation of an aneurysm, 
which may rupture. Out of 134 eases of cerebral hse^orrhage 6 were 
ascertained to be of this nature; but it is probable that this estimate is 
considerably under the true proportion {vide art. “Embolism,” vol. vi. 
p. 261). 

Aneurysms of the cerebral vessels occurring in young persons are 
generally of this description. Dr. Church, some time before the microbic 
origin of such aneurysms was understood, showed that they are generally 
associated mth diseases of the valves of the heart; and he gives a list of 
13 cases, all between the ages of 13 and 20. 

(B) Associated lesions of heart, kidney, and general cvreulalim .— 
The correlation of these factors, and their relative importance in cerebral 
hfflmorrhage, are matters about which there is still much diversity of 
opinion. An attempt has been made in the following table to arrange these 
lesions so as to show the frequency of their association. The figures are 
made up from a total number qf 110 cases of cerebral hsemorrhage:— 
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ABSociated Lesions. 



Muirs. Feinairs, | Total. 


I’rrcrnt- 

UKT. 


1. Atheroma of cerebrals and aortn. Hypertrophy' 
of left ventricle. Chronic interstitial nephritis. I 

2. Atlieroma of cerebrals And aorta. No hyper- ! 

trophy of left ventricle. Chronic interstitial ne- | 
phritis. * I 

3. Atheroma of cerebrals and aortiu Hyper- I 

trophy .of heart. No disease of kidney. ' 

4. Atheroma of cerebrals and aorta only. { 

5. No atheroma, ^eart hypertropied. Chronic ' 
interstitial nephritis.* 

6. Chronic interstitied nephritis only. I 

7. No lesion of vessels, heart, or kidney found. 1 

8. Aneurysm of cerebral vessels without any I 
other lesion. 



17 

2 

4 


2 

1 

0 



8 

U 

6 

4 

3 


66-5 

5-4 


7-2 

5-4 

5-4 


3 - 6 
2-7 

4 - 5 


It will be seen at once how commonly granular kitlucy, hypertrophy 
of the left ventricle and atheroma are found in as.sociation. Atheroma 
may exist alone, or without one or other of the usmilly associated 
lesions, as shown by Nos. 4, 2, and 3. On the other hand, wo find no 
atheroma in 5, 6, and 7, making a total of 13 cases, or 11 *8 per cent. 

Great stress has properly been laid upon the evidences of chronic high 
tension or stress of the coats of the arteries, and its prolwible ctiusal relation 
to arterial degeneration; but wo still find a considerable percentage of cases 
of cerebral haemorrhage without such evidences as above shown. Acconl- 
ing to Charcot and Bouchard, and other Continental observers, this per¬ 
centage is still higher. To explain such cases it seems almost necessary 
to look- for some inherent tendency to arterial degeneration; csimcially 
in those cases, which occur occasionaHy in the experience of every 
physician, in which* the rupture takes place in young and apparently 
healthy persons who presented no evidence of high bloo<l-pressure either 
before death or after. In this same category must be included that form 
characterised by early death and a tendency to run in families. 

Nothnagel draws attention to the observation of Frerichs that out of 
,241 cases of Bright’s disease, 6 only suffered from cerebral hmmorrhage; 
that is, 2 per cent. This observation is not borne out by experience at a 
London hoapital. In order to test this point it is found that, during the 
last two years, out of 675 necropsies there have been 110 cases of all 
diseases in which the kidneys have been more or less after the granular 
type; and this number included 20 out of 25 cases of cerebral hsemor- 
rhage, or 17-2 per cent; thus the coexistence of the two conditions is 
much higher ii> this country apparently than on the Continent. 

(C) Mechanical effects of hcemon-hage .—When a considcraljle vessel 
hursts in the soft yielding brain-substance there is formed at first a more 
or less oval fqpus, with its long axis parallel to the lino of least resistance; 
that is, in the length of the fibres if the rupture be in the white matter. 
If it is in the common position between, the nucleus lenticularis and the 
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external capsule, it will tend to separate these two structures. If the leak 
be a gradual one the effused blood may clot quickly, and so stop any further ' 
leaking, for a time if not permanently. In this case the clot gradually 
changes colour, turns brown, softens, and slowly becomes absorbed. The 
cerebral substance round the focus is generally stained, sometimes for a 
distance of a quarter of an inch. This stain ic^at first a claret red, but 
soon alters to brown, and finally to yellow. At the same time the 
lacerated brain substance undergoes fatCy change, and eventually dis¬ 
appears ; then a cavity is formed, often with a distinct cyst wall (Charcot, 
12), containing a yellowish fluid, with at one period masses of brown 
amorphous pigment in it, or even crystals of hsematoidin. Where the 
extravasation of blood is but small, absorption is s<;t < complete that only 
a yellow stain may be left behind—the so-called ochreous patches. 

But very frequently the effusion of blood is too rapid for such a 
favourable course. The blood is then pumped into the soft brain tissue, 
and with each beat of the heart its power for destruction and laceration 
increases, on the principle of the hydraulic press, by virtue of which, as 
the cavity enlarges, the power exerted by the blood-pressure and pulse 
becomes enormously multiplied: ^ in fact it is diflicult to see how a 
hsmorrhage into the brain ever ceases, unless by pressure on the artery 
itself. 

The brain itself now becomes compressed so that on opening the 
cranium the convolutions are found to be flattened; at first chiefly on the 
side of the hsemorrhage, and later on both sides. 

The advance of the destructive hsemorrhage is practically always 
towards the centre; sq that, unless stopped, rupture into the ventricles 
follows sooner or later. The lateral ventricle on the same side is first 
filled with blood, which then oozes across through the foramen of Monro 
into the opposite ventricle, and doAvnwards into the third ventricle so as 
to distend the infundibulum, which, being thin, may rupture, and blood 
appear in the arachnoid space about the base. At this stage the corptis 
callosum will be found to bulge upwards, and to fluctuate. The fornix 
and lower aspect of the corpus callosum may be softened and eroded. 
The blood may find its way down the descending cornu of the lateral 
ventricle and reappear at the base; but this passage is generally stopped,,, 
by compression. In hsemorrhages of this size the blood will often be 
found along the aqueduct of Sylvius and in the fourth ventricle, from 
which it may find its way upwards and round the peduncles of the care- 
helium, coating the latter with a thin layer of clot. 

Rupture of vessels of the base gives rise to an efiusion of blood beneath 
the arachnoid. In such haemorrhages the arachnoid cavity of the base 
will be filled with clot which, owing to its entanglement wfth the number- 

o 

' This power can be rather etrikingly demonstrated by directing a stream of water at a 
very low pressure, say 1 ram. of mercury, into a thin indiarublier air-ball. Even at this low 
pressure the ball will inevitably burst, after distension to its utmost. If a Wall piece of the 
same rubber be tied over the mouth of the delivery tube it will sustain a great pressure ot 
mercury, say 100 mm. or more. 



C&REBRAL HEMORRHAGE 


6iS 

less fine fibrils of the arachnoid, is generally very firm; it may also spread 
up from the base so as to form a thin coat of clot over the whole brain. 

Haemorrhages into,the cortex rarely open externally (Charcot, 13), 
but follow the general rule of thrusting towards the centre. When, 
however, they do rupture externally, the blood tends to spread all over 
the surface in the arachnid space. 

(D) Situation of the ^ocus of hceinorrhage .—By far the commonest seat 
of haemorrhage is in the regiqp of the lenticular nucleus; and, as before 
mentioned, the ruptured vessel is most commonly that branch of the 
middle cerebrad which runs between that nucleus and the external capsule. 
However, in the larger number of cases the destruction of tissue is so 
extensive as to rtnder the discovery of the primary vascular lesion 
impossible; yet the? centre of the mass of clot may bo taken, approxi¬ 
mately, as the site of the initial lesion; and in the following cases this 
point has been taken as the guide to its situation. 

Out of 118 cases in which the seat was noted we find 76 (64’4 per 
cent) in which the focus lay external to the lenticular nucleus and the 
anterior part of the optic thalamus; of these, 32 were on the right side 
and 44 on the left. The pons Varolii is the next and most common 
situation; in 19 cases the lesion was primary and in the pons only ; 
in 11 others there were small hsemoirhages in the pons, but the main 
lesion elsewhere. So that in i-espect of vulnerability of the vessels of 
the pons the figures should stand at 30 (25‘4 per cent). 

The corona radiata, or white matter of the frontal region, comes next, 
but with a considerable drop in the numbers. The vessels here concerned 
will probably be the anterior cerebral, or again the deej) branches of the 
middle cerebral. Of those we find 6 only, S'of which were on the 
left side. 

Foci confined more to the optic thalamus, and due to ruptui’c of 
branches of the posterior cerebral, occurred in 5 instances only, of which 4 
were on the right side. 

The corona radiata of the posterior lobe was the seat of haemorrhage 
in 3 cases. 

The cerebellum presented foci of haemorrhage in 2 cases only; Sir W. 
Gowers says this haemorrhage most frequently follows rupture of a branch 
of the superior cerebellar to the dentate nucleus. The crus cerebri was 
affected in,,one case, but a large haemorrhage in the thalamic region may 
npt infrequently extend backwards down the crus of the same side. 

In comparing the liability to rupture of the two systems of vessels— 
the carotid and vertebral—we find that the accident is just twice as fre¬ 
quently in the former as in the latter; namely, 84 of the carotid system, 
and 41 of the vertebral (the 11 pons cases included above come on both 
sides of the account). 

Haemorrhage into the lateml ventricles is rarely primary It was 
believed to bo so in 2 of “the cases. According to Duret, the walls of the 
ventricles ai*e mostly supplied by the posterior cerebrals. The choroid 
plexus receives blood from the carotid aw well as from the vertebral system. 
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Miliary aneurysms have been found on the vessels of the choroid plexus. 
But secondary hsemoirhage into the ventricles is a very common incident, 
as may be judged by the fact that it was found iq 66 of the above cases 
(47‘4 per cent). 

Lastly, hsemorrhage may take place into the arachnoid space, and this 
occurred in 4 instances, in which the ruptured vessel was not found. 
This form of hsEmorrhage is generally nam^ menmgeal haemorrhage; but 
obviously it is due to lesion of the cerebraj rather than of the meningeal 
system of vessels. 

True meningeal haemorrhage, due to rupture of branches of the 
meningeal arteries, is most often traumatic. The effusion of blood may 
be on either side of the dura mater,—^that is, extra Aural, or subdural. 
Subdural haemorrhages of considei’able size may dfccur in some blood 
diseases; such as purpura, scurvy, and pernicious anaemia. The extra- 
vasated blood forms a thin layer of clot over the hemisphere, sometimes 
on both sides symmetrically. The clot is sometimes laminated, the various 
layers indicating definite extravasations; the most recent being next the 
dura mater. Moreover, Dr. Herringham has shown that the haemorrhage 
can actually be seen in the substance of the dura mater, in the form of 
ecehymoses sometimes of considerable size. 

Subdural haemorrhage, however, is more often seen in asylum practice; 
especially in cases of general paralytic dementia. An inflammatory origin 
of this clot has been maintained by Virchow, a view which seems to be 
still accepted abroad. In this country, however, the simple haemorrhage 
hypothesis obtains generally (Wynne, Wigglesworth). Dr. Mott has very 
kindly given me some figures upon this point, from the records of the 
London Asylum at Claybury. They are as follows:—Of 114 post-mortem 
examinations upon male cases he finds 52 (45’6 per cent) were cases of 
general paralytic dementia; of these, 11 (21'lb per cent) showed signs 
of cerebral haemorrhage; in 8 of them the haemorrhage was subdural only, 
in 2 of them in the bruin substance, and 1 in both situations. The 
average age of these patients was 41 •? years. 

Haemorrhage is no uncommon accident in the course of the growth 
of an intracranial tumour, more especially int those highly vascular 
growths the angio-sarcomata. The haemorrhage may so plough up the 
growth, and alter appearance, as at the necropsy to maisk the original 
disease. ^ 

The traumatic haemorrhagic lesions sustained at birth are general^ 
meningeal or subarachnoid inside art. “ Cerebral Palsies of Infancy,” p. 738). 

(E) Secondary degenerations .—If the haemorrhage do not prove fatal, 
yet the destruction of tissue is complete and involves the motor fibres, 
and there will follow secondary degeneration of the pyramidal fibres in the 
medulla and cord. The great bulk o4 the pyramidal fibres cross, at the 
decussatioft of the pyramids, to become the crossed pyramidal tract in the 
lateral column of the cord. A considerable number, however, do not cross, 
but rum down in the anterior column of the cord next the anterior fissure. 
A number of uncrossed fibres are found in the “ mixed zone ” of Flechsig, 
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that B, in the neighbourhood of the anterior roots. All these fibi-es 
degenerate completely, and finally become absorbed and disappear, leaving 
at first a mass of disQrganised myeline j their place is ultimately taken 
by fibrous or sclerotic tissue, which eventually contracts into a patch of 
scar tissue. 

Symptoms. In thw article we .arc mostly concerned with such 
symptoms as can be referred to extriivasations of blood into or upon the 
brain, and therefore with the, symptoms peculiar to the earlier or acute 
stages of the attack. The chronic or enduring symptoms, being common 
both to haemorrhage and vascular occlusion, are fully treated of under the 
latter head. 

Frodroma, in the ordinary sense of the word, can scarcely be said to 
exist. Any premdhitory symptoms must bo attributed to circulatory 
disturbance, or to small and gradual ha?morrhage; in the latter ciiso such 
symptoms are practically part of the attack. Atheroma is the commonest 
cause of vascular occlusion, and it is possible that some of the symptoms 
called prodromal may be due to it. With this reservation wo may 
mention, among the so-called prodromal symptoms of the older writers, 
giddiness or dizsiness, mental irrit<ability, numbness or tingling of the 
extremities, and headache. Nothnagel remarks on the importance of a 
sudden loss of the power of speech, as suddenly regained after a few hours. 

The onset of the attack may be sudden or gnidiuil; with or without 
loss of consciousness. A sudden and complete loss of consciousness is 
implied in the name “ apoplc.xy.” Apoplexy h.vs become so .assoemtod with 
hsemorrhage into the brain that sudden haemorrhages in other p-arts of the 
body are called also apoplectic; notably those in the lungs. Mcvortheloss 
the general opinion is that the symptoms of haem(/rrh.age into the brain .are 
more often gradual than sudden, and that the term “.apoplectic” applies less 
often to haemorrhage than to embolism (Trousseau). It is, however, usual to 
speak, somewhat loosely, of the early comatose stiigc as the apoplectic stage. 

The explanation of the apoplectic onset is still rather obscure. It 
appears to bear an uncertain relation to the .amount of blood extravasated; 
for, as Nothnagel argues, a gresit hoemorrh.agc may present a gradual 
development of symptoms, while a small one may exhibit the picture of 
apoplexy. The terms “cerebr.al surprise” (Trousseau) and “cerebral 
shock ” (Hughlings Jackson) serve to convey to the mind the idea of the 
suddennepj rather than of the extent of the lesion. AVhether the loss of 
<;pnsciou8ness is to be refen-ed to sudden rise of intracivanial pressure, 
as the experiments of Pagenstecher would seem to prove, or to in¬ 
terference with blood-supply (aneemia), again in its turn due to pressure 
on vessels (Abercrombie), or to a condition allied to concussion, must at 
present be a^matter of opinion. Astley Cooper produced a temporary 
loss of consciousness by pressure of the finger on the brain through a 
trephine hole; and Bergmann rendered a child comatose by coUipressing a 
meningocele: but neitlster of these authors say how long the loss of 
eonsciousneiSs lasted under pressure, or whether consciousness returned 
without relief of pressure. 
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Tlie onset may be quite painless; but a sudden sharp pain in the head 
is not uncommon (Abercrombie), especially when the extravasation is 
into the arachnoid space: such a pain, followed, immediately by coma, 
suggests also a large hsemorrhage into the ventricles. 

Convulsions, generally speaking, are not common. When they occur 
they usually appear in the early stage. Where t^ey are local they suggest 
pressure on cortical areas, and therefore extravasWlon into the arachnoid 
space. They are also common in hsemorrhpge into the pons. 

The patient may recover consciousness, partially or completely; or 
the loss of consciousness of the initial attack may deepen, from a state 
in which he can be partially aroused, into the deepest coma or carus, 
which may last for many hours or sometimes for dlays before death 
(“ Ingravescent apoplexy ”). ' 

At this period the skin may be found moist with sweat, sometimes so 
excessively as to saturate the clothes. The veins of the face and neck 
may be turgid, and the countenance generally cyanosed, but this state will 
vary with the amount of respiratory embarrassment. On the other hand, 
in the gravest cases the countenance may be placid and pale, or of natural 
colour, as in sleep. 

The breathing is often stertorous, with noisy rattlings in the throat, 
duo to accumulations within the trachea of secretions, and often of food 
and drink; the natural and imperious reflex cough being diminished, in 
common with the other reflexes, by the depth of the coma. 

Owing to the complete muscular “resolution” the cheeks will be 
flaccid, and may be drawn in and puflied out by the respiratory move¬ 
ments. A similar condition of the soft palate may give rise to loud 
snoring and stertor. * 

The respiratory rhythm is frequently unaltered, but any alteration is 
a symptom of grave import. It may be irregular or deep and slow. 
The Cheyne-Stokes rhythm is generally of fatal augury. 

The state of the pulse is variable; more commonly it is slow and 
deliberate, sometimes it is rapid. An irregular pulse is a sign of grave 
importance. High blood-pressure is rather a sign of the conditions which 
favoured the hsemorrhage than a consequence of it. The affection of 
respiration depends largely upon intracranial pressure, as has been 
shown by the experiments of Spencer and Horsley, who find that a rise of 
intracranial pressiue is followed by slowing of the respiration ^nd of the 
heart, even to complete temporary arrest. „ 

Vomiting may occur early in the attack. It is, as Sir William Gowers 
remarks, especially common in hsemorrhage into the cerebellum. 

The position and movements of the eyes and head often give important 
evidence of the unilateral situation of the lesion. There is a tendency, 
frequently well marked, for the head to turn to one side; and with tlds 
may be setin a conjugate deviation of the eyes in the same direction. 
This seems to be due rather to unopposed actioiv of the muscles on the 
side of the lesion than to definite spasm. The patient is then said to 
look towards the lesion. The importance of this sign was insisted upon 
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exdtiiig cau86 is apparent* but uoTement 8®d disturbance are likely to 
induce it. It is remarkable bow often peieistent recumbency seems to 
favour its subsidence. Certainly it often occurs a^r taking food, and it 
is influenced to some degree by diet. Ophthalmoscopic examination some¬ 
times excites it. 

Constipation is a marked symptom, and usually persists throughout the 
illness. As a rule it is easily overcome by simple aperients or enemas. 
Occasionally it is so obstinate as to secure exciusiVe attention, and to 
mask the diagnosis. Thus in two cases of this kind the combination of 
obstinate constipation, vomiting, and a slight visible peristalsis raised the 
luspicion of intestinal obstruction, and the proposal of laparotomy was for 
i short time entertained. But in both patients ^ere was ^marked 
ethargy, although no other definite cerebral symptom had appeared. 

Barely there is diarrhoea, which may or may not be associated with 
uberculous ulceration of the bowel. In either case the abdomen generally 
lecomes flattened or carinated ; the few exceptions being mostly cases of 
mtecedent tuberculous peritonitis. Associated with this carination there 
8 often marked flaccidity of the abdominal wall. The occasional appear¬ 
ance of .visible partial peristalsis of the bowels has been mentioned already. 

Even at this early stage there is often some inertia of micturition, 
eading to retention of urine; this can generally be overcome by getting 
:he patient either to stand or sit on the side of the bed. 

The pulse early shows irregularity, a symptom present with such 
frequency as to have considerable diagnostic value; the irregularity may 
ifiect rate, rhythm or force. The rate per minute alters distinctly during 
the course of the disease; there may be a little quickening during the 
prodromal stage, then slowing takes place during the irritative stage, and 
with the slowing the artery gives a sensation to the touch as if tightly 
contracted. Marked pulsation of the carotids in the neck may be noticed 
at the same time; and if the fontanelle be open it'isttense and its pulsa-: 
tion manifest. The slowing of the pulse is less marked in young children 
than in children of five years old and upwards. Finally in the paralytic 
stage the pulse becomes softer, more and more rapid, and may reach 220 
per minute or become uncountable; generally at tMs stage the irregularity 
is lost; and in stages of relaxation a few hours before death the fontanelle 
often becomes flattened again. 

liespiration shows a corresponding irregularity, quite early; even some¬ 
times in the prodromal stage an occasional deep inspiration is followed by 
a deep and long expiration—the so-called “ sighing respiration.” As the 
disease advances this becomes more frequent, and towards the end Cheyne- 
Stokes breathing is commonly seen. Finally the respiration becomes 
simply shallow and rapid. 

A symjptom often present, but indicative rather of mischief than of 
tuberculous meningitis, is qvasi-purposive movemgats of the mouth, such as 
sucking, pursing or biting the lips, champing of the jaw, anfl grinding of 
the teeth. Quasi-purposive movements of both upper and lower limbs 
are by no means uncommon. The repetition of these movements, with 
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slow alternations, may continue for a considerable time, even against 
resistance. Plucking at the lips, the nipples, and genitals is often present 
quite early in the disease. 

Slight stiffneis of the neck and even slight retraction of the head may be 
present occasionally, but are very rarely pronounced, or continuous. In 
the absence of permanent head retraction tuberculous meningitis usually 
shows a marked contrast to simple posterior basic meningitis. There are, 
however, very rare cases of tuberculous meningitis, in which head-retraction 
is pronounced and prolonged, and in which after death an excessive amount 
of miliaiy deposit is foiuid at the posterior arachnoid bridge. 

Trertwr of the head and limbs on movement, associated with 
rigidity of the seek, is almost always present when the disease is 
established; and even in an early stage it can generally be elicited if the 
observer place his hand behind the child’s shoulder and raise him slightly 
from the bed. It is also well seen if the patient attempt to stand, which 
he does in an unstable fashion with his legs widely separated j his head, 
arms, and lips showing meanwhile a coarse tremor. 

The convulsions of tuberculous meningitis may be roughly divided 
into;—(a) The convulsion of invasion already mentioned, which may be 
general and solitary, and removed by a considerable interval from those 
which follow; (b) the convulsions of the middle period, which tend to 
be more or less limited; and (c) those of the later period, which are 
frequently generalised. Those of the middle period are the most im¬ 
portant and distinctive, because they point to localised cortical disturb¬ 
ance. A varying tonic stage is often succeeded by clonic spasm, limited 
either to one side of the face and body, or sometimes to one limb. But, 
although the spasms may on one day be confined to a single limb, on 
successive days other limbs generally become affected. This is the rule 
in children, and it points to bilateral distribution of the lesions. Occa¬ 
sionally in adults the spasm is tolerably constant in its limitation, and 
this is in harmony with the anatomical fact that in adults the meningeal 
deposit is often more circumscribed than in children. 

Sooner or later some rigidity of the limbs appears; most commonly it 
persists after a convulsion, and it often varies on successive days. All 
four limbs may be rigidly extended, or an arm or a leg may be rigidly 
extended or fiexed. Attempts to overcome the rigidity may elicit 
expressions of pain, and sometimes may set up rhythmical contractions of 
other limbs. Convulsions are sometimes followed by paralysis rather 
than by rigidity; and spastic contraction of the limbs of one side may 
coexist for varying periods with flaccidity from paralysis of the other 
side. In most cases there is some paralysis of cranial nerves, as might 
be expected in a disease chiefly affecting the base of the brain. Oculo¬ 
motor and facial palsy are seen more frequently than palsy of any other 
cranial nerve. Squint iilay be one of the earliest symptoms of tne disease; 
and the patient’s first complaint, especially if an adult, m&y be that he 
sees double. These cranial nerve palsies, like those of the limbs, are 
often temporary. 
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Permanent palsies, though much less frequent, arise sometimes with, 
sometimes without preceding convulsions; and of these hemiplegia, 
brachial monoplegia, facial and oculo-motor paralys^ are the most common. 

The speech iterations of the prodromal stage have been already 
referred to ; but these by no means persist throughout the illness. For 
the most part they vary like the alternating convulsions and temporary 
paralyses. Delay in response, or actual speechlessness are more common 
in children than aphasia properly so-called# 

In the later stages there is great difficulty in swallowing; but this' 
varies from day to day in a remarkable manner. 

Other disorders of movemerU are seen at times. Mechanically asso¬ 
ciated movements may be present: for example, on forcibly flexing one 
leg on the abdomen the arm of the same side or the leg' of the opposite side 
becomes flexed; and probably analogous to this is the adductor spasm in 
the opposite thigh produced sometimes in tuberculous meningitis when 
obtaining the knee-jerks; but it is not peculiar to this disease. 

In the early stage there is excessive hypercesthesia, though, on account 
of the general irritability of the patient, it is difficult to gauge. Never¬ 
theless, in some cases there seem to be areas of increased intensity of the 
hyperaesthesia; as for example over the vertebral spines. In the later 
stage it is alleged that some local amesthesia can ^ made out. It is 
diflicult to prove; but at the end of the disease when the x^^tient is 
becoming comatose, the loss of conjunctival reflex and the easily 
abraded cornea would seem to favour the opinion that sensibility is 
lowered. 

During the early stage the superficial reflexes are not altered; later 
Henoch specially notes the disappearance of the cremasteric reflex. 

Symptoms referable to the eyes may be considered in a group. As 
to the external muscles, varying squint and ptosis are very common 
during the irritative and pressure stages. If facial palsy occur, either 
temporary or permanent, the corresponding eye may remain half open for 
a time. 

Independent movements of the eyeballs are often seen, especially 
slow movements of one or both eyes from side to side; but rarely 
definite nystagmus. Jerky movements of the eyeballs, either with or 
without other clonic spasms, and constituting minor convulsions, are 
sometimes confounded with nystagmus. «• 

The pupils, which are often slightly contracted in the prodromal and 
early irritative stages, gradually become dilated and show a curious 
oscillation when exposed to a bright light. The pupil contracts, but 
immediately dilates again; and then alternately contracts and dilates. 
Archambault laid great stress on this oscillation of the pupil in tuber¬ 
culous meningitis; but it is found in other morbid states likewise. In 
the last stage the reaction to light is lost. Th# dilatation becomes more 
marked and 'persistent as the ventricular effusion increase^, In tuber¬ 
culous meningitis of the convexity, in which case there is not usually any 
associated hydrocephalus, the dilatation of the pupils does not occur, or 
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is’much less marked than in the common form. There is also during the 
pressure stage some irregularity of the pupils. It has been observed that 
in some cases the pupil on the side on which the patient lies is more 
dilated than the oppcbite one; and in a case recorfed by Sir Samuel 
Wilks, where there was much hydrocephalus, the dilatation was reversed 
by reversing the position of the head. 

Ansesthesia of the cornea and of the conjunctiva occurs during the 
last stage. There is much vascularity, and a deposit of muco-pus collects 
on the conjunctiva; and on the lower margin of the cornea there is 
frequently to be found a crescent of opacity followed quickly by super¬ 
ficial ulceration. 

Ophthalmoscopically the two changes which require consideration in 
this disease are opdotneuritis and choroidal tubercle, to which, respectively, 
attention was first directed by Clifford Allbutt and Cohnheim. 

With regard to op/ic neuritis its indications in the early stage of the 
disease are often ambiguous; but late in the disease it can generally be 
detected on both sides, though unequal in amount. Even then it is 
rarely severe or comparable with that associated with cerebral tumour; 
but the increase of blurring of edge and of curving of vessels is conclusive 
to one who has obsei-ved the progressive change in a given case. In 
judging of the progress of the neuritis, Garlick has laid great stress 
in these cases on the alterations which take place in the apparent lumen 
of the arteries and veins, and on their relation to one another. 

Tubercles of the choroid can be observed occasionally in successive 
development at various parts of the fundus, beginning as minute round 
dots which become gradually opaque in their centres, and sometimes 
confluent at their margins. Tubercles of the.choroid thus seen to 
develop during the course of a brain illness are so far in favour of that 
illness being tuberculous meningitis. I found that out of 16 consecutive 
cases of choroidal tubercle 13 showed evidence of tuberculous meningitis; 
whilst 3 presented ’tubercle in other organs, but no tubercle in the pia 
mater. Thus, apart from any other signs, tubercle of the choroid cannot 
be taken as indicating that there is necessarily a deposit also in the pia 
mater, but it bears witness to a widespread tuberculosis. 

The course of the lemperature in tuberculous meningitis is diflicult to 
distinguish from that of general tuberculosis; but in general terms it 
may be stated that the advent of the meningeal affection is associated 
with a lowering of the previous temperature, and with some departure 
from the hectie type. This lowering of temperature is sometimes of 
diagnostie value in the first and second stages of the disease; but it is 
more noteworthy in children of five years and upwards, and in adults 
than in young children. During the later stage of tuberculous meningitis 
the temperature rises, in the majority of cases. For a day or two before 
death the rise may reach J08°; especially when repeated eonvukions have 
occurred. Less commonly the temperature remains low throughout; it 
may even bdfcome subnormal, especially as death approaches. 

The urine is generally normal in appearance, though said to be deficient 
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in amount Not infrequently it contains a trace of aibumfii, and, rarely, 
i trace of sugar may be found in a late stage of the disease. Both urine 
uid fseces may be passed under the patient from the time that the 
disease first declares itself. * 

The hlood, in tuberculous meningitis has been carefully studied by 
Dr. Bastian. He finds that the white corpuscles are more numerous than 
in the normal state, and speedily show signs of great amoeboid activity by 
the development of vacuoles within them, and of numerous projections 
from their outer surface. Groups of prdtoplasmic particles of various, 
sizes are also to be seen interspersed amongst the blood corpuscles; as 
well as here and there a small pigment granule, or an irregular block of 
pigment of reddish or reddish black colour: the red oorpuscles, though 
they present no distinctive changes, usually run togedier intp irregular 
masses. Bastian holds that these changes are not met with in typhoid 
fever, or in the great majority of other cerebral affections. 

Consciousness is seldom completely lost until quite late; the earlier 
condition is rather one of drowsy irritability, the patient can be roused, 
and is sufficiently conscious to resist attempts to feed him,' but when left 
alone speedily relapses into his semi-conscious condition. Occasionally 
the condition is one of semi-consciousness to the end; the patient can 
be roused and may answer questions even an hour or two before death. 
Rarely he remains quite conscious and takes notice of his surroundings 
until within a few hours of death, when he rapidly becomes unconscious; 
such cases are usually those in which on some previous chronic disease 
tuberculous meningitis has supervened. There are not a few examples 
in every man’s experience of the patient’s waking up from a coma, 
recognising his parents,, taking food, and even playing with toys, only to 
relapse again into fatal unconsciousness. 

Morbid anatomy.—Tuberculous meningitis is usually a leptomenin¬ 
gitis ; but occasionally a few lentil-shaped white granulations are found 
on the dirra mater, and larger tuberculous caseous masses sometimes im¬ 
plicate the dura secondarily. 

The arachnoid of the convexity feels slightly greasy, but presents no 
other sign of inflammation. The superior longiti&nal sinus usually con¬ 
tains a scanty pale clot; the veins over the surface of the hemispheres 
are not generally distended. 

The convolutions are flattened, and, as the result of the veiftricular 
effusion, the sulci are less marked than normal. It is in the subarachnoid 
space at the base and in the pia mater that the most marked changes 
take place. In the interpeduncular space, over the chiasma, over the 
anterior inferior portions of the temporo-sphenoidal lobes, and over the 
anterior portion of the superior vermiform process of the cerebellum, 
there is ofbcity due to inflammatory exudation. This is in some places 
green in colour, and of tough consistency. T^e Sylvian fissures are 
firmly glued. In these adhesions some greenish l 3 nmph may bb found; but 
on separating the adhesion they are seen to consist for the most part of 
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mMses of graj^ or grajriah white tuberculous nodules, which have become 
partly confluent. Wherever the pia mater extends, such nodules may be 
traced ; predominantly in the Sylvian fissures, but also along the fissures 
of Kolando, in dimini^ing numbers upwards to the vertex. There are 
often small deposits on the two surfaces of the superior longitudinal 
fissure j and likewise on the adjacent contiguous surfaces of cerebrum 
and cerebellum. If Ihe pia mater be traced inwards, granulations may 
be found in the choroid plexuses of the lateral ventricles; the velum 
interpositum is often packed \^th them, and so firmly matted that it is 
difficult to strip it from the subjacent structures. Such granulations 
vary in size from the finest “ writer’s sand ” (“ tuberculous dust ”) to 
confluent groups of an eighth of an inch in diameter; and, except at the 
base, they are sehlAm accompanied by inflammatory lymph: the brain 
substance shows occasionally small areas of capillary haemorrhage in the 
gray matter. Definite tracts of yellow softening are sometimes to be 
found also in the areas supplied by branches of the middle cerebral 
arteries; this softening is induced by the infiltration of the vessel walls 
with tubercle and by the thrombosis which completes their obstruction. 
Besides this localised cortical and subcortical vascular softening, there 
is a widespread alteration of brain substance. The cerebrum as a whole, 
in a well-marked case, is soft, and the corpus callosum and white matter 
above the lateral ventricles may be almost diffluent, even when the 
ependyma is intact, and there is little or no hydrocephalus; so that the 
softening cannot bo the result of maceration. Microscopic investigation 
throws some light upon this condition: the deposition of miliary tubercle 
in the subarachnoid, and along the ingrowing processes of pia mater, not 
only interferes with the vascular nutrition of the brain substance, but 
actually invades it, giving rise to extensive cellular infiltration, and 
causing degeneration of both axis-cylinders and ganglion cells. This 
seems to justify the modem designation of the disease as a true nmiingo- 
emephalitis. 

Small circumscribed deposits of tubercle are not uncommonly 
found also embedded in the cortex; these are transition forms to the 
so-called “ scrofulous tumours,” or caseous tuberculous masses. Such large 
caseous masses are founB in a fair proportion of cases of tuberculous men¬ 
ingitis. Thus, in the series of 100 examples before referred to. Dr. Still 
found 15 in which such tumours were present. Around these masses there 
is not iSfrequently a local eruption of miliary tubercle in the pia mater, 
comparable with the miliary tubercle over a caseous mesenteric gland in 
the peritoneum. 

Passing from without inwards we find in typical tuberculous menin¬ 
gitis dilatation of the lateral ventricles, and a considerable excess of fluid ; 
this is rarely purulent in the true sense, but is turbid from the partial 
breaking down of the rooj or sides of the ventricles. 

The third and fourth ventricles may present slight dilatation; but in 
tuberculous Aeningitis there is no closure of the cerebro-spinal foramen, 
or gluing down of the membranes in the neighbourhood of the posterior 
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.rachnoid cistern: in this respect tuberculous meningitis pre'sents a marked 
mtrast with non-tuberculous posterior basic meningitis, in which, if life 
M sufficiently prolonged, complete occlusion often takes place, and 
mnsiderable hydrocephalus supervenes, but with clear fluid and firm walls. 

There has been much difference of opinion as to the cause of the 
bydrocephalus in tuberculous menin^tis; some regard it as a dropsy, 
3thers as the result of an inflammation. Dr. Bastian is inclined tc lay 
stress on the occasional thrombosis of the veins of Galen, and on the 
general and extensive venous obstruction^ It must be conceded that 
the absence in this disease of adhesion in the neighbourhood of the 
foramen of Majendie seems to negative the simple mechanical explanation 
of interference mth the drainage system of the brain. Nevertheless, 
the fairly constant tuberculous infiltration and matliing down of the 
velum interpositum may play some part in lessening the channel of the 
iter, and thus diminishing the outflow of the lateral ventricles. It seems 
possible that the anatomical conditions may be the joint result of inflam -1 
mation and of dropsy; and that the special softening of the walls may'' 
be the outcome of the widespread cerebritis above described. 

Clreumseribed tuberculous meningitis.—Hitherto we have enumer¬ 
ated the generalised morbid lesions found after death in a well-marked 
example of the disease, which during life gave the complex of symptoms 
described in an earlier section ; 'and we see how inadequate is the name 
tuberculous meningitis as descriptive of these lesions. It is important 
to know that there are cases of restricted tuberculous'deposit in the 
membranes unaccompanied by the other (and, as I believe) more important 
lesions before described. 

(i.) Cases of rapidlj^ fatal miliary tubercle of the convexity. The 
duration of the illness may have been but a few days, and in the light 
of the necropsy it is difficult to see why, with such meagre changes, the 
case was fatal. The amount of miliary deposit on the convexity may be 
very small; there is little or no accompanying lympli or hydrocephalus; 
the brain substance shows no important naked-eye alteration, and there 
is no basal change. 

(ii.) Occasionally in the course of the necrojmy in cases of general 
tuberculosis, circumscribed miliary deposit may be found in the pia mater, 
and small cortical and subcortical deposits of caseous tubercle without 
any lymph accompaniment, and likewise without subjacent softening or 
hydrocephalus. In some of these cases there has been no clinical indi¬ 
cation whatever of brain affection. It is important to note, however, 
that the patients have generally been bedridden, and therefore exempted 
from many of the occupations and trials by which brain symptoms might 
have been revealed. 

(iii.) In rare cases of old-standing tuberculosis, or of tuberculous 
meningitis*’(in its generalised form), there may jikewise be found at the 
necropsy a ci'vsumscribed area on the convexity, presenting fibrous cica¬ 
tricial material associated with some small caseous deposit and some 
scanty granulations-—evidently the result of a long-healed tuberculosis. 
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Finally, with respect to circumscribed areas of tuberculous deposit in the 
meninges, as compared with the generalised disease which we call tuber¬ 
culous meningitis, it i^fay be observed that the former is relatively more 
common in adults, and the latter in children. 

Associated lesions of generalised tuberculous meningitis. —In a 
large number of cases the spinal cord is affected. Of the cases of tuber¬ 
culous meningitis in adults, analysed by Seitz, 12 out of 20 showed 
miliary tubercle of the spinal imembranes also. In 22 cases of children 
ifho died of tuberculous meningitis Dr. Still found tubercle 15 times, 
either in the theca or on the surface of the cord. The commonest 
condition observed was fine miliary tubercle, in scanty amount, on the 
inner surface of tJ^e theca, or on the cord in the lumbar region. 

In a considerab^ number of cases excess of fluid, clear or slightly 
turbid, is foimd in the theca; and in many instances this fluid has 
yielded tubercle bacilli («ide section on Treatment, p. 488). 

Tubercle, in various stages, coexists in many organs of the body. It 
appears in some situations to be contemporaneous with that in the 
membranes of the brain— m, for example, in the choroid, on the peri¬ 
toneal surface of the liver, in the spleen, and even in the lungs and 
pleura, where either the finest giuy or opaque white recent granulations 
may be sometimes found. But tubercle of older date is to be found in 
some part of the body. The most common of the older lesions are 
caseous deposits in the lymphatic glands, especially in those of the neck, 
at the root of the limgs, at the bifurcation of the trachea, and in the 
mesentery; and some of these older lesions are often to be found in 
a state of softening, with evidence of renewed activity and dissemina¬ 
tion of tubercle in their immediate neighbourhood, suggestive of in¬ 
vasion of the blood-current. 

Purulent collections in conjunction with what has been called surreal 
tuberculosis—that *is, psoas abscess from caries of the spine, hip-joint 
disease, caries of the temporal bone, or tuberculous salpingitis—may in 
certain cases be fairly regarded as foci of infection. 

The amount of chronic tuberculous deposit may be exceedingly small, 
and a few examples have been recorded in which no tuberculous focus 
was found in the body; but it is fair to ask in such cases whether the 
examination was sufficiently exhaustive. 

Pfogpnosls. —The study of the morbid anatomy of this disease gives 
us the only reasonable basis on which to discuss the subject of prognosis. 
If the tuberculous deposition be limited to a part of the surface of the 
brain, there is a possibility of recovery; but if the disease^ become 
generalised, so that, besides the invasion of the pia mater, there is an ex¬ 
tensive meningo-encephalitis with or without hydrocephalus, the chance 
of recovery is practically nil. r 

There are several caies on record in which there wae^ a history of 
brain symptegns from which the child recovered, but after an interval 
of months or years succumbed, either to a fresh outbreak of tubercle 
in some other part of the body, or to an attack of generalised tuber- 
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ulouB meningitis, when after death the evidence of old cicatrised limited 
uberculouB deposit in the pia arachnoid was foimd. 

The duration of the generalised disease has v^iy wide limits. The 
lifficulty of separating the prodromal stage from the onset of the pro* 
lounced disease has already been mentioned. The widest variation is 
)bserved between the primary and secondary cases. 'In the primary cases 
'that is, in those in which tuberculous meningitis supervenes on a 
jtate of apparently fair general nutrition) Dr. Gee’s estimate of 23 
days, reckoning from the time that the disease becomes decided to the 
day of death, certainly covers a very large number; yet there are a 
go^ly number of longer duration. I have notes of cases in which the 
disease was definite for 37 days, for 42 days, and for 63kdays respectively. 

In the secondary cases (that is, in those in which brain symptoms 
supervene upon some chronic form of tuberculous disease) the duration is 
invariably short, and may be not longer than three days. 

Vertex eases. —Though it is amongst this group that we must look for 
the very rare examples of recovery from a circumscribed deposit, yet, as 
a rule, the duration of the cases is much shorter than that of the common 
basic generalised type. In these vertex cases the patients often pass 
rather suddenly into coma, and die within a week. 

Diagnosis.—Tuberculous meningitis is a disease which presents such 
wide differences in its early and late stages that the difficulties of diagnosis 
also vary according to the period at which an opinion is sought. The 
disease is much more difficult to detect in an early than in a late stage. 
Speaking generally, the difficulties at the outset in children are concerned 
with either (A) the distinction of the constitutional symptoms from those 
of some form of gastro-intestinal catarrh, or (B) from those of one of the 
exanthems or of pneumonia. 

In both (A) and (B) there may be headache, vomiting, sleepiness, rest¬ 
lessness, or convulsion. A decision is often impossible for three or four 
days ; but by that time the characteristic eruption of an exanthem or some 
pulmonary sign of pneumonia should have appeared. In general terms, 
however, it may be said that at this early peri<^ the temperature becomes 
suddenly and persistently higher, and the pulse and respiration more 
frequent in (A) and (B) than in the prodromal stage of tuberculous 
meningitis. The vomiting, though possibly more violent during one or 
two days in (A) or (B), does not recur day after day with so littU distress 
as is the case in tuberculous meningitis. 

Fulness and pulsation of the fontanelle in young children are warn¬ 
ings of incipient meningitis, though they are not conclusive. In the 
state of exhaustion with semi-coma following severe infantile diarrhoea, 
to which Marshall Hall gave the na m e of hydroeephaioid disease, the fonta¬ 
nelle is depressed, whilst the abdomen is commoidy distended. 

The one exanthem which is most difficult to distinguish from tuber¬ 
culous meningitis in the early stage is enteric fever, as the trash, which in 
children is often ill defined, may not appear till the eighth day, and in 
them is often associated with constipation. But, even if constipated, the 
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typhoid patient has some tympanites as a rule, while in tuberculous 
meningitis the abdomen is retracted. And in tuberculous meningitis the 
temperature is much Ipwer, and the irritability is greater than in enteric 
fever. Dr. Stocker’s practical sign is often of great value in emphasising 
this difference: in typhoid, if the bed - clothes be pulled down the 
patient takes no notice, or at most shows but a languid interest in what 
has been done; but in tuberculous meningitis the patient resents the 
interference, and immediately draws the clothes up again. Lateral decu¬ 
bitus is the rule in tuberculous meningitis, dorsal decubitus in typhoid ; 
and the general attitude in the enteric disease is one of relaxation, 
whilst in tuberculous meningitis there is a proneness to the curled-up 
position. Even vdthin the prodromal stage of tuberculous meningitis, 
if the child be raiseeffrom the lying posture, there is often an indication of 
slight stiffness about the neck j but in enteric fever this does not appear. 
The pupils in early tuberculous meningitis are contracted; in enteric fever 
they are commonly dilated. An occasional sigh, and an intermission in a 
slow pulse, are most important suggestions, even in the prodromal stage 
of tuberculous meningitis; although suspirious breathing sometimes occurs 
in enteric fever, this is rare in the first week. Headache is sometimes 
very severe in early enteric fever, but, as pointed out by Sir William 
Jenner, when delirium appears in this disease, complaint of the head 
ceases. In meningitis, on the other hand, even after the delirium has 
appeared, complaint of the head continues. This distinction is more 
valuable in adults than in children. 

Some of the most perplexing cases are those of children presenting a 
pyrexia maintained for three or four weeks, constipation, extreme and 
persistent irritability, great resistance to the admmistration of food, little 
or no vomiting, no paralysis, and no marked alteration of respiratory 
rhythm. The irritability is so marked and prolonged that, in spite of the 
paucity of other symptoms, these cases are generally regarded through the 
greater part of their clinical course as examples of erratic tuberculous 
meningitis. Nevertheless, the absolute and sometimes rather abrupt re¬ 
covery in about a month’s time, with the subsidence of the pyrexia, renders 
it probable that many* such cases are really enteric fever, and their 
occasional association in a family group (other members of which 
show definite spots) renders the diagnosis sure. In these cases especially 
Widal’s «nethod of serum diagnosis may prove helpful (vol. ii. p. 1145). 
Bastian’s results in- the examination of the blood in tuberculous meningitis 
have already been described; in a doubtful case they also should be 
utilised in diagnosis. 

In adult life, at puberty, and even occasionally before puberty, there 
arises not very rarely the difficulty of discriminating tuberculous menin¬ 
gitis from hysteria. The most reasonable view seems to be t^at these 
symptoms of defective control, when manifested in tuberculous meningitis, 
are as truly ^hysterical as when associated with some phases of dis¬ 
seminate sclerosis, and even with cerebral tumour. Emotional mani¬ 
festation in early tuberculous meningitis may unquestionably be arrested 
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by cold douches and by electrical stimuli, and thus a shallow observer may 
be led to give the assurance that there is no cause for further anxiety. 
The only safeguard is to suspend judgment on the^hance of the appear¬ 
ance of more definite signs, and to pay special attention to the vomiting, 
to undue somnolence, or to a dazed condition which, in some of these cases, 
succeeds the period of excitement and drifts rather rapidly into coma. 

The occasional mistake of confounding early tuberculous meningitis in 
adults with delirium tremens or mental disease has already been men¬ 
tioned. Every such case must be judged on its own characters; but th,e' 
undue complaint of head pain and the occurrence of vomiting rarely fail 
us as aids to diagnosis. It is important to bear in mind that these 
patients also, like the pseudo-hysterical patients, are vjery prone to pass 
suddenly into a dazed condition and thence into coma. 

The other group of diseases from which it is necessary to discriminate 
tuberculous meningitis comprises many different forms of intracranial 
organic mischief ; and, although for the most part the members of this 
group are simulated in the middle and late stages of tuberculous menin¬ 
gitis, some of them have to be considered in the early stage. 

The various brain complications of ear disease require careful exclusion. 
No doubt in the majority of cases, if the ear have been the primary 
offender, there will be indications of severe local trouble about the 
mastoid, t 3 rmpanum, or the meatus, with high fever and sometimes rigors j 
but sometimes tuberculous meningitis coexists with otorrhoea, or even 
with tuberculous caries of the petrous bone. In more than one case, 
trephining of the skull and exploration of the brain for supposed abscess 
consequent upon ear disease has been performed in cases which have 
proved to be tuberculoiis meningitis. The help which the ophthalmoscope 
yields is not conclusive, for it has been found that thrombosis of the 
sinuses consecutive to ear disease may be accompanied by optic neuritis. 
It is also important to note that although we may fail to identify tuber¬ 
culous meningitis, ascribing its symptoms to the residts of ear trouble, 
conversely one form of ear trouble is often wrongly diagnosed as 
tuberculous meningitis. This is dottWe otitis media, as it is apt to occur 
in very young children. It often supervenes o» general or pidmonary 
catarrh, pneumonia, and the like, without any preliminary otorrhoea; and , 
the signs of local ear distress may be nil. The child may be fretful and 
may scream frequently; it vomits now and then; it has an trregi^r 
pyrexia; sometimes a tense fontanelle, and, if not actual head retraction, 
that early rigidity of the neck, seen on lifting the head from the pillow, 
which has been mentioned amongst the prodroma of tuberculous menin¬ 
gitis. Definite convulsions may occur, either of rigid tonic or bilateral 
clonic form. These are amongst the multiform results ascribed to denti¬ 
tion. Bqt it is in the experience of many practitioners that such 
patients may continue sometimes for three wedka with very considerable 
emaciation, and that recovery may begin after the appearaijce of a slight 
purulent discharge from one or both ears. I have been indebted to 
my surgical colleagues for early incision of the tympanic membrane on 
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both Bides in several of these cases; a little pus has escaped, and in 
several of them recovery was complete. In others the improvement, 
if any, was but temporary, and ultimately the necropsy sho^ved non- 
tuberculous meningitis either of the convexity or, more commonly, of 
the posterior basic or cerebro-spinal forms. The more detailed discussion 
of these cases is given in the article on “ Posterior-Basic Meningitis.” 
But it may be pointed out here that, as between otitis media and 
posterior-basic meningitis, th| latter may be diagnosed when the head 
•retraction is very pronounced, and still more certainly when opisthotonos 
occurs. Marked head-retraction, as a persistent condition, is very rare 
in tuberculous meningitis, whereas in posterior-basic meningitis it is the 
rule, begins earlj», and may last for weeks unaccompanied by any other 
active sign except* 'Smiting. In the rare cases of tuberculous meningitis 
which present severe and persistent head-retraction an unusual and ex¬ 
cessive deposit of tubercle at or near the posterior base is generally found 
at the necropsy. Betraction of the abdomen, on the other hand, such as 
occurs in tuberculous meningitis, is not chai'acteristic of the cases of otitis 
media or posterior-basic meningitis j and the same statement may be 
made with respect to constipation. The whole series of limited clonic 
convulsions and temporary paralysis which are characteristic of the second 
period of tuberculous meningitis are conspicuously absent in the posterior 
basic non-tuberculous form. 

Meningiiis of the amveiMy, as a rule, is more rapidly fatal, presents 
earlier convulsions, and is less prone to dilated pupils than ordinary 
tuberculous meningitis; but, as pointed out by Dr. Gee, the clinical 
discrimination of non-tuberculous from tuberculous meningitis of the 
convexity is impossible. Of the forms of meningitis due to syphilis, 
whether acquired or congenital, it may be observed (a) that they are 
exceedingly chronic, and (b) that they are apt to be associated with 
choroiditis dissemiqpta, and with coexisting gummata or vascular disease, 
which are suggested respectively by persistent definite paralysis of cranial 
nerves and by persistent hemiplegia. 

Thrombosis of cerebral sinuses, whether of the septic variety or of that 
associated with marasipus, is, in some cases, exceedingly difficult to 
distinguish from tuberculous meningitis. Headache may be very severe, 
and if there be extensive small cortical haemorrhages into the gray 
matter (jvhich are not uncommon in the marasmic variety), short repeated 
violent screams may simulate the hydrocephalic cry. Extensive haemor¬ 
rhages in the fundus of the eye are occasionally a very important aid 
to the diagnosis of sinus thrombosis; and indications of local venous 
engorgement about the eyes and temples ought not to be ignored. In 
the septic variety a possible source like caries of the temporal bone and, 
subsequently, the suspicion of pulmonary infarction may assist us; and 
the history of prolonged exhaustion from chronic diarrheeaf or other 
slowly anaemiating condition, is of value in helping us to guess at the 
marasmic varfety. (Of. later article on “Occlusion of Cerebral Vessels.”) 

Abscess of the brain is equally difficult to distinguish from tuberculous 
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the glands. When this has been accomplished, if the glands remain 
permanently enlarged, and still more if they show indications of dis¬ 
integration, the safest step is to remove them (vol. iv. p. 599). 

Treatrmnt of the disease .—We have seen that it is doubtful whether 
any case of generalised tuberculous meningitis can end in recovery; but, 
from circumscribed patches of it, it would seem that recovery is 
possible. Whether any drug can exert a definite influence upon 
such local outbreaks is difficult to prove; but in mercury we have a 
medicine which is a powerfiM germicide, and which appears to modify 
certain inflammatory processes. Experience on the whole favours its 
employment. It may be given either as bichloride (5j. doses of liq. 
hydrarg. bichlor.^, or combined with iodide of potassium ; or as calomel 
or gray powder ;*Qr best of all as an inunction (3j. ung. hydrarg. to be 
applied on a binder daily). 

Blisters, setons, and irritating ointments to the scalp are useless and 
give needless distress. An ice-bag to the head sometimes relieves irrita¬ 
bility in the early stage, but often annoys the patient; in cases of 
hyperpyrexia it is useful to lower the temperature.. 

If there be much pain in the head, hot sponging sometimes gives 
relief, and the application of one or two leeches is occasionally helpful. 

Bromides and chloral are indicated in the convulsive stage. 

The constipation can generally be relieved by gray powder, small 
doses of castor oil, and enemas. 

Feeding is often difficult throughout. In the early stage there may 
be active resistance; in the middle stage it may be difficult to rouse 
the sensorium. As with other features of the disease, swallowing is 
curiously variable. One day there may be grej^Jt difficulty in the act, on 
the next no trouble whater'er. In the third stage, however, the swallowing 
reflex seems to be lost, and there is a risk of liquids passing into the larynx. 
Nasal feeding and nutrient enemas are useful at intervals throughout the 
disease. 

Surgical treatment. —Koch’s original method of tuberculin injection 
can only be mentioned for its pathological interest. It was proved that 
after the injection there was great increase of hypersemia around the 
tuberculous deposits, and that signs of compression became decidedly more 
evident, in consequence of the inflammatory reaction. Of the value of 
the later and more benign preparation introduced by Koch we have as 
yet no*evidence. 

Lannelongue [quoted by Bernard, 1895] in one case trephined in four 
places (occiput and frontal), and attempted to irrigate the base of the 
brain with a through stream of weak solution of bichloride of mercury, in 
the hope of thus dealing effectively with the chief sites of tuberculous 
activity in the Sylvian fissures. There was much haemorrhage from the 
occiput, and the result >^as fatal. 

Less heroic attempts have aimed simply at the witl^lrawal of the 
fluid, eithei*directly from the lateral ventricle or from the subarachnoid 
space. The lateral ventricles have been attacked through the frontal lobe 
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by Bergmann ; through the temporo-sphenoidal lobe by PoMer, Keen, and 
Kendal Franks; through the arm centre by Mayo Robson. In many of 
these operations there has been temporary benefit so far as compression 
signs were concerned; and sometimes the benefit has lasted for four 
or five days. But the ultimate result has been discouraging. Mr. 
Robson’s case was the most satisfactory. It was that of a girl, aged 10 
years, who had hemiplegia with aphasia and optic neuritis supervening on 
pain and deafness referred to the left ear with otorrhoea. Trephining 
was performed over the arm centre, andf six drachms of serous fluid 
were withdrawn. At the time of the record considerable recovery had 
taken place, but there were still occasional spasms of the right arm. 
In this case the diagnosis of tuberculous meningitis was admitted to be 
doubtful. 

The withdrawal of fluid from the subarachnoid space has been 
attempted both in the region of the lumbar spine and at the occiput. 
The non-closure of the cerebro-spinal foramen, and the absence or scanti¬ 
ness of inflammatory deposit in that situation in tuberculous meningitis, 
render the free evacuation through puncture of the spinal theca com¬ 
paratively simple. Four of the early cases were reported by Dr. Wynter 
from Middlesex Hospital. In two of these the first and second lumbar 
spines respectively were removed, and also a lamina, before the theca was 
punctured; but in the other two cases drainage was effected by simple 
puncture and the use of Southey’s trocar and tube. There was partial 
relief of compression signs, but no permanent benefit. Quincke, Ziemssen, 
Fiirbringer, and others have made extensive trials of this method. Quincke 
makes his puncture with a Pravaz’ syringe between the third and fourth 
lumbar spines at a spo^ a few millimetres on one side of the middle 
line; inserting the needle two centimetres deep in the case of a child, 
four to six centimetres deep in the case of an adult. He asserts that 
at this site, namely, between the third and fourth lumbar spines, there 
is no risk of damaging the cord, as the needle enters at the level of the 
beginning of the cauda equina. Considerable quantities of fluid can 
be evacuated; there is no difficulty in repeating the operation several 
times, and the risks are very small. Quincke claims to have saved two 
patients, both adults, by this method ; but the diagnosis was not conclusive 
in either. 

Furbringer operated in one case (an adult) in which the fluid gave 
evidence of tubercle bacilli, as verified by control experiments. The case 
was regarded as desperate, but there was considerable amelioration after 
the operation, and six months afterwards his state was recorded as good. 
Nevertheless, as the result of considerable experience in Germany on this 
operative procedure, it would appear that therapeutically its value is only 
palliative; for diagnostic purposes, however, it is of some use, especially 
for the detection of tubercle bacilli in the fluid vdthdrawn. 

The occipi^l operation has for its object the drainage of the ventricles 
by means of the cerebro-spinal foramen, and by the posterior ^barachnoid 
reservoir which is bridged over by the arachnoid extending from the 
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cerebellum to the medulla oblongata. Of the two recorded cases, the 
first, by Dr. Parkin, was proved after death to be an undoubted example 
of tuberculous meningitis. The incision was made below the superior 
curved line of the ocCiput to the right of the middle line. After the 
membrane had been opened it was foixnd necessary to pass a curved 
probe forward along the under surface of the cerebellum into the sub¬ 
arachnoid reservoir and into the fourth ventricle. Two or three ounces of 
fluid were removed with partial relief of compression symptoms, but the 
child succumbed sixteen hours’hfter the operation. As in the other cases, 
before the membranes were incised no brain pulsation was to be seen; but 
with the escape of a little fluid the pulsation became obvious. 

The second patient, a girl aged 5 J, whose case was recorded by 
Ord and Waterhflijse, made a good recovery, and is an encouraging 
exception to the somewhat barren results already chronicled. The 
case was that of a child, aged years, whose previous health had 
been good up to five weeks before admission to hospital. For five 
weeks she had suffered from severe pain in the head, mostly referred to 
the forehead, and from occasional vomiting. During the three days that 
she was under observation, besides this severe headache which caused the 
child to scream incessantly, sometimes for long periods, there was double 
optic neuritis, tache cer^brale, retracted abdomen, and irregular pulse. 
The diagnosis was tuberculous meningitis, and after the child had 
been three days in hospital, as it was believed that compression 
signs were imminent, it was decided to open the subarachnoid space by 
the occipital operation. A ctirved inci&ion 2^ inches long was made over 
the left cerebellar fossa of the occipital bone with convexity upwards 
beginning below and behind the mastoid process, and ending at the 
external occipital crest. The trephine, of f inch in diameter, was applied 
midway between the external occipital crest and the mastoid. The dura 
mater bulged, and ^here was no pulsation. After the dura mater and 
arachnoid were incised, thirty drops of serous slightly greenish fluid 
escaped, and the cerebellum came into relief. A silver probe with the 
terminal half-inch bent to a right angle was introduced between the 
cerebellum and the arachnoid, and directed inwards towards the falx 
cerebelli. When the falx was felt the probe was rotated, so that the 
end projected into the subarachnoid reservoir between the cerebellum 
and the medulla. Several drachms of serous fluid escaped. A drainage- 
tube was passed along the probe and left in position, and it was found 
that the liquid ran slowly along it. The dura mater was sutured. 
The disc of bone removed was cut into pieces and packed in mosaic in 
the wound, and a hole was left for the tube which pierced the skin. 
The pulse rose from 80 to 120 after the removal of the fluid, The 
temperature became normal, but afterwards'varied between the normal 
and 103°. For some daj^s there was a free escape of sero-sailguinolent 
fluid. The wound nearly healed j but afterwards it broke down, pre¬ 
senting gelatinous granulations. Ultimately, in about five weeks’ time, 
there was sound recovery. During this interval the headache had 
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vanished, the optic neuritis had gradually subsided, and the child had passed 
through the illness without any convulsions and without any mental 
failure. She subsequently passed through an attack of measles also, 
without any complication ; and her brain conditiort remained satisfactory. 
Concerning this important case it is quite clear that, as the authors 
maintain, there was meningitis with some exudation collected at the base 
in the subarachnoid space ; and it is highly probable that recovery was due 
to the surgical procedure adopted. But the evidence that the meningitis 
was tuberculous is by no means conclusive. ^ It is explicitly stated that there 
was no sign of antecedent or subsequent pulmonary, abdominal, or cervic'al 
gland disease. Moreover the symptoms given, though suggestive of 
meningitis, hardly conform to the usual clinical picture of tuberculous 
meningitis—at all events, of the basic form. Sevecd head pain of five 
weeks’ duration, if due to tuberculous meningitis, would usually have been 
followed or accompanied by several other manifestations, such as sighing, 
breathing, ptosis, strabismus, temporary facial palsy, and limited con¬ 
vulsions ; but these were conspicuously absent. No examination of the 
fluid Avas made for tubercle bacilli; some of the granulations were re¬ 
moved from the sides of the wound after it had broken down, these were 
examined for tubercle, but with negative result. 

Although the tuberculous nature of this case is debatable, its import¬ 
ance cannot be gainsaid. Previous writers who have urged the desirability 
of surgical interference in tuberculous meningitis, either by draining the 
lateral ventricles or the subarachnoid space, have for the most part based 
their arguments on the advantage of lessening intracranial pressure. 
Messrs. Ord and Waterhouse, drawing an analogy from the benefit which 
sometimes occurs from .simple laparotomy for tuberculoAis peritonitis with 
efiusion, urge that the removal of fluid in tuberculous meningitis may be 
advantageous in lessening the activity of growth of the tuberculous granula¬ 
tions. My own belief is, that in tuberculous meningitis the part played 
by the hydrocephalus has been exaggerated, and that the deleterious 
effect of the increased fluid pressure is not more important than the wide¬ 
spread cerebritis and its attendant softening which are brought about by 
the spread of the tuberculous invasion from the pia mater to the brain 
tissue. 

Experience seems to show that the drainage of a moderate effusion in 
the lateral ventricles may be followed by excellent results if there be no 
widespread and severe damage to the brain tissue; and again the results 
of surgery have proved that, Avith proper methods of evacuation, the brain 
may recover from a local necrosis of moderate extent. But the wide¬ 
spread cerebritis and softening which, together with hydrocephalus and an 
extensive plugging of small vessels, sum up the conditions before us in 
unmistakable tuberculous meningitis, would appear too formidable a 
combinatisn for any surgical procedure to remqye. 


Thomas Barlow. 
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SIMPLE MENINGITIS IN CHILDEEN 

(A) Posterior - BASIC (occlusive) meningitis; Acquired hydro- 

CEPHALUS.l 

(B) Vertical and cerebro-spinal (non-occlusive) meningitis. 

Tuberculous meningitis has been carefully studied by many observers, 
and its symptoms and general course are well understQod. But inflamma¬ 
tion of the membranes of the brain and spinal cord occurring in infancy 
and childhood, in which the tuberculous process takes no part, has not 
attracted an equal amount of attention. We therefore propose in the 
following article to analyse the observations which we have made on this 
subject during the last twenty years at the Hospital for Sick Children 
and elsewhere, and shall endeavour—(i.) to discriminate between the 
different forms of the disease, (ii.) to elucidate, as far as possible, their 
pathology and treatment, and (iii.) to prove that hydrocephalus fre¬ 
quently results from chronic simple meningitis, and to explain how 
this comes about. The cases on which this article is based are 110 
in number; they were all under the care of one or other of the authors, 
and many were seen by both. Fifty-nine were fatal, and in fifty a 
necropsy was obtained. We think that more advantage will be derived 
from a careful study of^ a .sufficient number of cases recorded on a uni¬ 
form plan by the same observers than could be obtained from com¬ 
parison of a larger number of miscellaneous cases collected from medical 
records. 

General summary of results.—In this article we'consider solely the 
disease defined as non-tuberculous leptomeningitis, in which the morbid 
products are derived from the vessels of the pia mater, and tend to 
accumulate beneath the arachnoid in the subarachnoid space and in the 
ventricular cavities connected with it. We do not include cases in which the 
inflammation of the membranes is the result of diseased or fractured bone, 
or of syphilitic or other neoplasms. Neither do we include “Epidemic 
cerebro-spinal meningitis ” (vol. ii. p. 659), although the more acute of our 
cases resemble that disease in many respects. 

The cases may be arranged in two main classes—(A) the posterior-basic, 
and (B) the vertical. 

A. The posterior-basic class .—To this group the majority of our cases 
belong. In them the inflammation begins at the posterior part of the 
base of tljp brain; they are therefore described as “ posterior-basic.” 
Leptomeningitis beginning at the anterior base is usually tuberculous. In 

* Congenital hydrocephalus will be dealt with later, by Drs. Shuttleworth and Fletcher 
Black, under the head of Idiocy and Imbecility. 
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most of the posterior-basic cases the primary site of inflammation is in 
the region where the brain and spinal cord unite, where the cerebelhmi 
overlaps the medulla oblongdta. From this site the morbid process may 
extend downwards (inVarying amount) around the spinal cord, upwards 
along the lining membrane of the ventricular cavities, and forwards along 
T;he base of the brain as far as the optic commissure and the tips of the 
temporo-sphenoidal lobes; but it usually spares the convexity, or affects it 
but slightly. Or the inflamimtion begins in the transverse fissure and 
the choroid plexuses, and is then usually less extensive. At an early 
stage the inflammatory exudation, though circumscribed, may be some¬ 
what suppurative in character. If life be prolonged until the inflammatory 
process has subsided, a large part of the products of inflammation may be 
absorbed; but opacities of the meninges and adhesions are apt to remain. 
Opacity in the arachnoid of young children, except in the neighbourhood 
of the superior longitudinal sinus, is, we believe, a certain indication 
of former inflammation, not the result of any merely degenerative 
process. Adhesions may unite the cerebellum more or less firmly to the 
medulla, or may obliterate the iter (or even the fourth ventricle). The 
former result closes the three foramina by w'hich the ventricular system 
of cavities communicates with the general subarachnoid space ; the latter 
shuts off the third and lateral ventricles from the fourth. Both results 
are followed by an accumulation of cerebro spinal fluid in the lateral 
ventricles, in other words by a hydrocephalus. In many instances the fluid 
which thus distends the ventricles is nearly transparentin these the 
accumulation is almost wholly due to obstruction. In other cases it is 
evidently in part of inflammatory origin, being opaque and containing 
large flakes of inflammatory lymph, sometimes ewn pus ; when this is so, 
it will often be found that the lining membrane of the ventricles is much 
thickened and shows distended vessels. 

In this form o4 meningitis the viscera are usually normal, or there is 
merely a little collapse found in the lungs. 

Clinically, cases of this form are almost invariably signalised by one 
characteristic symptom—retraction of the head. This occurs at an early 
period of the illness,, and continues until death, or, in the event of 
recovery, for several weeks. 

“ Convulsions ” are often said to have occurred in the early stage of 
posteriq^’-basic meningitis, but the descriptions given of those attacks lead 
to the conclusion that they often consist more of tonic than of clonic 
spasm. Definite clonic spasms of the extremities are less frequent in this 
disease than in vertical meningitis. On the other hand, tonic spasm is 
eminently characteristic of posterior-basic meningitis. As above stated, 
retraction of the head is almost always present, and this may be the only 
form of tonio spasm observed throughout the illness. But in many cases 
there is also rigidity of tjie limbs, sometimes considerable in aftiount, and 
in a few well-marked opisthotonos. Temporary exacerbations of the 
persistent tonic spasm, in which for a minute or two the head becomes 
more retracted, the back more arched, and the limbs more stiff, are not 
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uncommon in the more severe cases.} they res^oa the observer strongly 
of the phenomena of tetanus. 

Vomiting is usually an early, syhiptoij} • of l^ic meningitis, often 
the first; and it may recur frequently thtqvghout tie illness. 

The ocular symptoms are important Persistent retraction of the 
eyelids, producing a fixed staring, Idok, is sdmetimes well marked. In 
other cases clonic spasms of the eyelids are seen. Strabismus and 
nystagmus are fairly frequent; the fohiy'.r’ perhaps less common, the 
latter much more common, than in tuberculous meningitis. The pupils' 
are often contracted at an early stage of the disease; at a late stage they 
are frequently dilated. Optic neuritis rarely occurs—a most remarkable 
fact in view of the long-continued basic inflammation, and in strong con¬ 
trast with its frequency in tuberculous meningitis.'' Nevertheless the 
patients often become quite blind for a time. In patients who recover, 
the sight is usually restored. 

Torpor may occur as an early symptom, and may then be transitory ; 
but it may gradually increase and deepen into coma: in this case it is 
usually due to increasing intracranial tension caused by hydrocephalus. 
If recovery follows, the torpor slowly disappears, even in some cases in 
which hydrocephalus persists. 

The fatal cases of this class last longer, as a rule, than cases of 
meningitis due to tubercle. Not a few recover more or less completely. 
Sometimes the recovery is quite complete; more commonly it is imperfect, 
and often attended with considerable enlargement of the head and obvious 
hydrocephalus. The child is backwai-d in talking and walking; its 
mental development is frequently defective, often it is little better than an 
idiot. At a later period it may die suddenly, from little or no obvious cause. 

B. Tlie vertical class .—In a smaller number of cases the inflammation 
mainly affects the convexity of the brain. It is often most marked about 
the anterior part of the brain, and the region of the cerebro-spinal foramen 
may entirely escape. In the earliest stage there may be simply dryness 
and slight opacity of the pia arachnoid, with hyperaemia. At a later stage 
an oedematous condition may be present, with flakes of lymph along the 
vessels. But even within a few days there may be .extensive inflammatory 
exudation, mainly suppurative in character, covering the whole of the 
convolutions of the convexity in one uniform sheet beneath the cerebral 
arachnoid. The base of the brain may be more or less implicated, and 
the spinal membranes involved. The ventricles are frequently normal; 
in some cases they share slightly in the inflammatory extension, and may 
contain a little purulent lymph ; but, as a rule, they are not distended in 
this form of meningitis. 

In vertical meningitis, inflammatory conditions of the viscera and 
serous membranes often coexist; especially pneumonia, empyema, and 
pericarditi£ In cases with clinical evidence of one or more of these 
visceral inflammations a fatal vertical meningitis may suddenly super¬ 
vene. 

Cases of this class are often difficult of diagnosis, and the symptoms 
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are sometimes remarkably latent. Retraction of the head is absent or 
very slight. Ocular symptoms are rare. Vomiting is less frequent than 
in the basic cases. Convulsions may occur, and may be violent and 
repeated and associated with high temperatures; but in some cases they 
^re entirely absent. When present they are of the epileptiform type; 
the clonic spasms may be local, at first, but they tend soon to become 
bilatei’al and general. We have never found in these cases the permanent 
tonic spasm of limbs or back,.^with temporary exacerbations, sometimes 
fe^en in posterior-basic meningitis. 

The duration of vertical meningitis is usually much shorter than that 
of the cases in which the posterior base is mainly affected, shorter even 
than the throe of’ four weeks which bring tuberculous meningitis to its 
inevitable end. It fnay be a fortnight, or not more than a week, or, as in 
three of the cases related below, as little as two days. It is not uncommon 
for death to occur in cases of this kind without any symptoms to lead to a 
diagnosis of meningitis. If the opinion has been formed that a case is one 
of vertical meningitis, it is sometimes impossible to decide whether the 
disease is or is not tuberculous until a necropsy is made. Only in very 
exceptional cases is it chronic. 

We now proceed to give an account of the fifty autopsies. The cases are 
arranged in an order determined by the duration of the illness, beginning 
with those which were most rapidly fatal. This arrangement brings out 
clearly the differences in the condition found after death in the cases of 
shorter and longer duration respectively. It will be observed that the 
former are usually characterised by the presence of recent inflammatorj’’ 
lymph or pus; the more acute the case, the more purulent the exudation. 
In the protracted cases the lymph tends to beconfts organised and to form 
adhesions, and hydrocephalus is often present. The shortest cases of all 
are those which are wholly or mainly vertical in distribution; in them 
the exudation is Jargely suppurative. The posterior-basic cases are 
rarely very short, frequently they last a long time; in these the exuda¬ 
tion is more fibrinous, and in cases which have lasted for several 
weeks only adhesions and thickening and opacity of the membranes are 
found. j 

It will be of advantage to explain here that by the term “ posterior 
subarachnoid space” we mean the large space (or “cisteim,” to use the 
term of»Axel Key and Retzius) normally filled with cerebro-spinal fluid, 
bounded above by the convex line of attachment of the arachnoid to the 
pia on the cerebellum, and behind by the arachnoid as it passes from the 
cerebellum to the cord, which we term the “ posterior arachnoid bridge.” 
This space is continuous in front with the subarachnoid space of the 
brain, below with the subarachnoid space of the cord, and thus with 
the lymphatic sheaths of all the blood-vessels of the brain and cord, 
and also with the sheaths of all the outgoing nerves, both cerebral and 
spinal. It ^as also very important communications with the ventricular 
system of cavities by means of three foramina in the fourth ventricle— 
the cerebro-spinal foramen (“ foramen of Majendie ”), in the median line at 
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the lowest point of the fourth ventricle, and two lateral foramina 
(“ foramina of Lusehka ”), one in each lateral recess, close to the 
roots of the vagus nerve. It will be proved by the records which 
follow that when this “posterior subarachnoid space” is blocked with 
inflammatory lymph, or when adhesions resulting from previous inflam; 
mation close the above-named foramina, fluid collects in the ventricular 
cavities and a hydrocephalus results. A similar result may be caused by 
an obstruction at a higher or lower level,^ will be explained hereafter. 
But when, as in the acute suppurative cases of vertical meningitis, this 



Fio. 27.—Photograph of the brain from which the coloured ilrawlng was taken. 'Die cerebro-spinal 
fluid obtained from the lateral veiitriclea during an operation, and also tile fluid found in tliem 
after death, gave pure growths of the diplococcus described by Dr. Still in this paper. 


space is but little invaded, and the foramina are still patent, little or no 
excess of fluid may be found in the ventricles, and they are but slightly 
or not at all dilated. Such cases, indeed, are usually fatal before adhesions 
have had time to form. 

We have added the date of each of the autopsies, and regret the 
imperfection of some of our older records. In every autopsy a careful 
search was'made for tubercle, both in the cerebral membranes and in the 
viscera and glands. In only one of the cases was any tubercle*found,'and 
in this instance (P.M. 23) it was limited to the glands, ‘thjfroid, and 
spleen. 
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POST-MOETEM RESULTS IN FIFTY CASES OF MENINGITIS i 

We have once (in 1883, in a case of retraction of the head of a few days’ 
ihtration) met with what may have been the earliest recognisable change of com¬ 
mencing vertical meningitis—a general cortical hyperaimia. The whole cortex 
was very red, especially in the posterior region, and a ramiform network of dis¬ 
tended capillaries could be seen, 'dut w'ithout any inflammatory effusion visible 
toNlie naked eye. We have not included this case in our analysis. 

In a case observed in 1887 (age 4l years ; ill only forty-seven hours ; 
vomiting, convulsions^ dilated pupils, conjugate deviation of head and eyes to 
the left, rise of temperature to 107°, stiffness of neck, and slight retraction of 
head) we found greenisli lymph over parts of both hemisiiheres adjoining the 
median line, some small ecchymoses on the frontal lobes, and a very little lymph 
on the superior vermiform process of the cerebellum. There was slight opacity 
of the arachnoid at the interpeduncular space. Tlie region of the Sylvian 
fissures, the pons, medulla, and posterior base were normal. The brain- 
substance was soft. There was slight excess of fluid in the lateral ventricles, 
the other ventricles were normal. There was no lymiih about the spinal cord, 
but some turbid fluid beneath the spinal arachnoid from the mid-dorsal region 
down to the cauda equina. There was slight collapse of the bases of the lungs, 
but no pneumonia. The spleen was slightly enlarged and soft. A few fatty 
patches in the liver. Other viscera normal. It is just possible that this case 
may have been one of epidemic cerebro-spinal meningitis, for some other cases 
of meningitis occurred about the same time in the same street. 

In a second case (1896 ; age 10 months; bronchitis of uncertain duration , 
evidence of broncho-pneumonia ; vomiting twice the day before death , 
on day of death the fontanelle slightly bulged and markedly pulsating ; no 
other cerebral symptoms) the jiia arachnoid looked turbid, yellowish, and 
oidematous, and there was greenish-yellow puro-lymph along the vessels up to 
the vertex, especially aVnut the right motor area. Brain-substance soft. Only 
slight excess of fluid in the ventricles. No lymidi or pus on spinal cord, but 
its pia mater in lumbar region was slightly opaque. Both tymiianic ixivities 
contained muco-pus ; otherwise normal. There was thick yellow lymph in the 
anterior mediastinum, especially over the external surface of the pericardium. 
About two drachms of sero-pus in the pericardial cavity, and flakes of y. llow 
‘lymph about the origin of the great vessels and along the coronary aiteries. 
Valves normal. Some evidence of ideurisy over the base of both lungs. The 
apex of thtf^right lung was quite solid with lobular pneumonia, and there was a 
second small pneumonic area near the ajiex of the left lower lobe ; also some 
areas of collapse. Some shreds of lymph on the spleen. Mediastinal and 
bronchial glands congested. Other ^viscera and glands normal. 

In a third case (1894 ; age 1 year 4 months ; ill thirteen days with cough ; 
convulsions and vomiting on the sixth and again on the twelfth day ; con¬ 
solidation of the right apex ; during the last two days of life retraction^of head, 
stiffness of neck, frequent veaniting: discs normal) there was slight recent 
meningitis over the vertex of the brain ; surface sticky, and slight i^dhesions in 

’ These cases are admitted in full, and are placed at the beginning of the article, by the 
desire of the authors.—E d. ^ 

VOL. VII *' ^ 
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the longituiliiial fis&ure. Some inuco-piis in one tympanic cavity. Recent 
pleural adhesions over whole of right lung, and thick flaky lymph and a little ' 
pus over its lower lobe. The whole of the upper and lower lobes of this lung 
were completely consolidated : the middle lobe was collajised. Left lung and 
pleura normal. Other viscera and glands normal. 

In a fourth case (1894 ; age 1 year 10 months; ill fourteen weeks wiflT 
cough, dyspnffia, irregular pyrexia, dulness and bronchial breathing at apex of 
left lung ; after ten weeks marked improvement; in twelfth week worse ; ftve 
days before death vomiting and diarrlnea ; ((ji the day before death convulsions 
and rise of temperature to 103", right optic disc blurred ; temperature at dfetli 
105°) there was a considerable amount of turbid fluid and some lymph over the 
whole vertex and over the anterior portion of the frontal Ipbes ; also lymph and 
purulent exudation over the upper surface of the cere^ullum and iiosteriorly. 
Brain-substance soft. Ventricles normal, containing clear fluid, not distended 
The lateral sinuses as they joined the torcular were filled with purulent 
disintegrating blood-clot, and the same condition existed in the longitudinal 
sinus. The tympanic cavities were absolutely normal. No abnormal condition 
was found in the nose. There was a little meningitis in the lower dorsal region 
of tlic sjiinal cord, and iiiucli turbid fluid escaxied. Pericardium abnormally 
adherent to steriiiini ; it contained about half an ounce of pus, and the whole 
heart was covered with great pieces of flaky lymph, the trabecuhe of which 
enclosed pus. Heart not hypertrophied ; valves noiiiial. Both pleura; 
universally adherent with firm adhesions of long standing ; firmest on the left 
side. Ifucli collap.se in the left lung, and its upper portion was tough, but no 
part of it sank in water. The right lung appeared healthy. Bronchial gland.s 
somewhat enlarged. Other viscera and glands normal. 

In a fifth case (1890 ; age 5 years 11 months : sudden onset^of illness with 
rise of temperature to ^104° nineteen days before death ; cough and diai^'hoea 
throughout; during the last three days of life headache, vomiting, and discharge 
of clear fluid from right ear, but no convulsions or retraction of head) tlie entire 
brain—cerebrum and cerebellum, vertex and base—was completely covered with 
greenish-yellow purulent exudation Ventricles ajuieared normal. Cord not 
examined. Ears not examined. Trachea congested. Bronchial tubes greatly 
congested and containing frothy red mucus. Lower lobe of both lungs covered 
with creamy lymph, and adherent to chest-wall and to diaphragm ; the right 
lower lobe was intensely congested and consolidate^, though it floated m water ; 
the left showed only general bronchitis. There were yellow fibrinous clots in 
the right ventricle, and a very large one, firmly attached, filled the righ? 
auricle. 

In a sixth case (1897 ; age 1 year 8 months; ill five weeks ^ith cough, 
fever, and dysjmcea ; five days before death convulsions, followed by weaknes-^ 
of right arm and leg, and occasional internal strabismus of right eye, tempera¬ 
ture rising gradually to 105°) the entire cerebrum, vertex and base, was 
covered with yellowish-green puro-lymph, and similar exudation was found oii 
the posterior arachnoid bridge and on the upper anterior part of the cerebellum 
But the^erebro-spinal foramen was not occluded, the ventricles were not di.s- 
tended, and their ependyma was normal. The c%rebro-spinal fluid in them was 
not in exce*ss, and was clear. Spinal cord covered with thick yellowish-green 
puro-lymph in nearly its whole extent. Both tympanic cavities containcl 
viscid slightly turbid secretion, otherwise normal. Left pleura densely adherent 
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throughout ; posterior to the iiqiple line there was thick yellow puro-lymph 
over the middle portion of the lung posteriorly, covering part of the upiier and 
part of the lower lobe. Lung tough, evidently compressed and collapsed, but 
not definitely pneumonic'. Kight pleur.i showed old adhesions ; lung some¬ 
what tough in parts. Pericardium externally abnormally adherent to left 
jrieura and parietes. It contained about half an ounce of slightly turbid .serum, 
and there were flakes of yellow lymph at the base about the great vessels, 
and some very recent adhesions. Slight loss of glos.'j over right auricle, vontii 
cular surface normal. Other viscera normal, c.\ce])t that the sigmoid flexure 
waij abnorniallv long. Glands normal. 

Baiieriulu<jit(d e.cuminatiun by Dr. StdL —Pus from the pia of the vertex 
showed that the diplococcus pneumouiai was iiresent here in pure growth.s. 
.Similar dqdococci wpre found abundantly in the lymph from the ])leura and 
in that from the pericardium. The mucus in the ears .showed also similar 
diplococci, and a motile bacillus, jirobably the H. coli communis. 

In a seventh case (1887 ; age 2 years 4 months ; ill six days, head-retrac¬ 
tion intense, two slight convulsions) there was greenish lymph on the anterior 
base, and much over the front of pons and medull.i, and on tlie sides of the 
medulla, and some on the superior verinifonn proce.ss of the cerebellum ; .some 
also on the convexity of the cerebrum, and much about the spinal cord (dor.sil 
mainly). V'entricles slightly distended with blood-stained scrum ; dilated 
vessels on their walls. Cerebro-spinal foramen not obstructed. Slight collajise 
of the bases of the lungs. Slight fatty change in the liver. Other viscera 
normal. 

In an eighth ca.se (18ff5 ; age 4.V months ; ill eiglit day.s ; on second day 
vomiting ; on third day a convulsion, fontanolle full, child ajiatlietic and 
drowsy, pulse 220, respirations 30, temperature 08 (!, ihonchi in both lungs: 
on fourth day voniiting and temtierature 10r)“8 ; on seventh day coma, some 
rigidity of limbs and convulsions ; no retraction of head) there was thick 
smooth greenish-yellow lymph covering the anterior part of the vertex, very 
little over tile posterior part. .Similar lymph over anterior t'art of both 
temporo-sphenoidal lobes ; .some also over interpeduncular sp.ace, and a slight 
amount bridging over the Sylvian fissures. There was a small patch of similar 
lymph on the anterior part of the superior surface of the cerebidluni, some on 
the under surface of the cerebellum, and the posterior arachnoid briilge was 
opaipie and yellow with it. Convolutions slightly flattened. Not much fluid 
m the ventricles. No thrombosis of the sinu.se.s. The .spinal cord had a coat- 
»iiig of similar lyinjih, especially in the lumbar region. The left tymjianic 
cavity contained slightly turbid niucu.s ; otherwise normal. The light con¬ 
tained a pA‘ce of semi-sohd lymph very like that on the brain ; the tympanic 
inembrane was congested, but the ossicles were normal ; no disease of petrou.s. 
Both lungs showed many small areas of mixed congestion and collapse ; small 
pieces just .sank in water. Other viscera and glands normal. 

In a ninth case (1897 ; age 10 months ; ill 1« days with cough ; vomiting 
on 8th, 9th, and 10th day.s, not afterwards : no convulsions or retraction 
of head ; fontanelle depressed during last two days of life) there ^’as coni- 
inencing meningitis (an oedermatous appearance, with yellowish turbidity, and 
streaks of yellow lymph along the sulci) in the pia of the vertex,*and on the 
anteripr parts of the temporo-sphenoidal lobes. Posterior base, cerebellum, and 
ventricles normal. Yellowish turbidity on upper part of spinal cord on its 
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posterior surface. The right tympanic cavity contained a considerable amount 
of thin pus; tympanic membrane slightl 3 ’ opaque ; ossicles normal. The left 
contained inuco-pus, otherwise normal. The left pleura contained about three 
ounces of thin jius ; the right showed onlj' a very small amount of lymph on 
its surface, no Iluid. Upper lobe of right lung completely consolidated, and on 
section of a grayish-yellow colour. In the centre of the upper part of this lolre 
were two necrotic areas, with limiting membrane like a thin layer of inspissated 
lymph, and containing soft reddish-brown debris, but without any offensive 
odour. Left lung showed some patches ot collapse and of slight broncho¬ 
pneumonia. Pericardium contained about half an ounce of thin sero-piis, with 
some flakes of lymph about the gieat vessels at the base; no adhesions; evi¬ 
dently very recent. Other viscera and glands normal. 

BactmoUnfical examination hy Dr. Still showed the presence of an apparently 
pure growth of capsulated diplococci—almost certainly diplococcus pneumoniie 
— (1) in the lymph on the pia mater of the brain ; (2) in the secretion and pus 
pressed out of the consolidated portion of the right lung ; (3) in the lymph 
in the pericardium. 

In a tenth case (1883 ; age 4 months ; ill ten days, commencing the day 
after vaccination which ran a normal course, head held stiffly, vomiting, slight 
evidence of broncho-iineumonia, no convulsions) there was thick puro-lymph 
over most of the vertex, also at the posterior base and over the pons and 
medulla, as far forwards as the optic chiasma ; some also on the under surface 
of the frontal lobes. Viscera normal except for slight pulmonary collapse. 

In an eleventh case (1896 ; age 2 j'ears 3 months ; ill twelve daj's ; ulcers 
on buttock and scalp, erysipelas, cellulitis, retraction of head, vomiting, and on 
day of death convulsions) there was yellowish-green lymph all over the vertex, 
especially posteriorly ; a less amount all over the base, and a very slight 
amount on the upper anterior surface of the cerebellum ; some also on the 
posterior arachnoid bridge. Ventricles contained a little slightly turbid fluid, 
but were not dilated. Ependyma normal. Similar yellow-green lymph along 
the spinal cord in the dorsal region. Tjmipanic cavities contained muco-piis, 
otherwise normal. In the lungs were small patches of qollapse and one or two 
small areas of conimeiioing bronclio-piieunionia. Some flaky lymph on the 
spleen. Other viscera and glands normal ; deep unhealthy-looking wounils 
(incisions) in left inguinal and gluteal regions. 

In a twelfth case (1893, age 11 months; ill fourteen day.s, vomiting, 
diarrhrea, convulsions, slight head-retraction) we found a thin layer of greeni.sli 
lymph beneath the aiachnoid over the whole brain, both over the base and over* 
the entire convexity. On section it was very thin, and passed from one con¬ 
volution to another without dipping down into the sulci; it occiipieiJ the velum 
interpositiiin, but did not extend into the choroid plexuses. The cerebro-spinal 
foramen was open, about 4 mm. in diameter. There was lymph about the 
lateral foramina, and the brain was so soft that they could not be made out. 
Lateral ventricles not much dilated ; they contained turbid fluid, and in the 
descending horns some puro-lymph. Six days before death the needle of an 
exploring syringe had been passed through the anterior fontanelle, first on the 
left side downwards to a depth of an inch and a iialf, afterwards on the right 
side downw^ds and slightly outwards to a depth of an inch and a quarter, the 
only result being a little bleeding from the first puncture. Tte track of the 
needle on the left side xvas detected by a haimorrhagic fine line which very 
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nearly, perhaps quite, reached the roof of the lateral ventricle. The track of 
the needle on the right side was less distinct, but near it extending outwards 
was a patch of hsemorrhagic pachymeningitis, about two inches in diameter. 
The longitudinal sinus was tightly blocked in its whole extent with partly 
decolorised clot, with e.xtensions into the entering veins. The siibaraclinoid 
space of the cord contained yellowish lymph in nearly its whole length ; the 
cord was firm and on section normal. Kight tympanic cavity contained muco- 
pus ; left normal. No carious bone. There were scattered jiatches of broncho¬ 
pneumonia throughout the left lun% and at the base of the right. Liver and 
siileen congested. Two infarcts in the left kidney. Glands normal. 

In a thirteenth case (1880 ; age at on.set 7 months ; ill nineteen days, head- 
retraction, no convuljiions, paralysis of the left facial, no otorrhcca) we found 
recent lymph at the posterior base, blockimj the posterior suborarhuont sjiace. It 
extended over the pons and medulla, involving the cranial nerves, and forvards 
as far as the optic chiasma and the Sylvian fissures. The veiitrirles v'ere dis¬ 
tinctly dilated and contained clear fluid Driim-meinbranes intact. Spinal 
cord not examined. Viscera normal. 

In a fourteenth case (1885 ; age at onset 4 months ; ill twenty-one days) 
there was thick green puro-lyinph over the convolutions of the vertex, especially 
over the frontal and temporo-sphenoidal regions on botli sides, also over the 
anterior base, hiding the optic commissure and Sylvian fissures, and over the 
pons, and to a slight extent on the cerebellum. There was very little on the 
medulla, but thejcerebro-spinal foramen was closed by very fine adhesions which 
broke when the brain was removed. The fourth ventricle was only slightly 
distended. But the lateral ventrnirs n-ere considerably distended irttli, turbid fluid, 
and tier iter was remipletely obliterated by iiillaminatory adhesion ; if eould not 
be traced at all. Spinal cord normal. Botli tympanic cavities full of inllani- 
matory lymph ; lining membrane of both granular and pink. Drum-membranes 
intact. Viscera normal except for two patches of consolidation in the left lung. 
It IS noteworthy that in this case, although it was mainly of the “ vertical ” 
type, there was considerable distension of the lateral ventricles ; this was due 
partly to intlaminatorj^«extension, but mainly to the definite obstruction caused 
by the obliteration of the iter. Thus the case becomes a connecting link 
between the vertical and posterior-basic types. 

In a fifteenth case (1894 ; age at onset 5 months ; ill twenty-four days, re¬ 
traction of head, dulness at Jioth bases, pus obtained by paracentesis from both 
ears) the whole of the anterior portion of the brain was covered with thick 
fellow puro-lymph, obscuring the convolutions ; this extended backwards as far 
as the posterior border of the Rolandic area. The posterior part of the verte.x was 
free from l;^mph. Thick lymph covered also the whole of the anterior ba.se of 
the brain, including the interpeduncular space ; behind this there was very 
little. There was some on the posterior surface of the cerebellum, but the 
apace between the cerebellum and the medulla was quite free from it. Ventricles 
not distended. Puro-lymph extended all down the posterior aspect of the 
spinal cord. Mucous membrane of tympanic cavities swollen ; drum-membranes 
normal, save for incision in each through which pus had been removed from 
each ear a few hours before dobth. Nose examined and found normal. There 
was considerable amount of patchy consolidation present at the llhse of both 
lungs. Other viscera and glands normal. 

In a sixteenth case (1895 ; age at onset 1 year 9 months ; ill four weeks) 



502 


SYSTEM OF MEDICINE 


there was no lymph or pus on the vertex, hut the convolutions were flattened 
and the corpus callosum was bulged up by a large cpiantity of fluid in the 
ventricles. A large amount of thick green lymph covered the posterior base, 
extending from the cerebellum over the under surface'of the medulla and pons ; 
it did not reach the Sylvian fissures, and there was only slight opacity of the 
membranes round the chiasma. The ^loderior arachnoid ci-^tern nasdiUendcd, and 
the lymph around the medulla obstrueded the lateral openings, but the cerebro¬ 
spinal foramen was probably open. Ventricles much distended with turbid 
fluid, in winch floated great flakes of ly/nph. Ependyma much injected. 
Brain soft. Thick green lymph surrounded the cord from the medulla to the 
cauda equina. Cord soft, but apparently normal. Tympanic cavities quite 
normal. Viscera and glamls normal. 

In a seventeenth case (1883 ; age at onset 9 weeks ; ill.four weeks) we found 
recent lymjili, becoming organised, at the posterior base, obhieratini/ the jiosterior 
subarachnoid space, and slight opacity over the left temporo-sphcnoidal tip, but 
none over the pons, anterior surface of medulla, cranial nerves, or remaining 
convolutions. The convolutions were e.xtremely flattened, and the ventueles all 
much distended, with fluid, which was for the most part clear but contained 
floating flakes of green lymph. Spinal coi’d not examined. Bight drum- 
membrane opaque, mucous meinbrane of middle ear covered with thin gianula- 
tions. Bight Eustachian tube .swollen and ob.structed. Left drum-membrane 
clear; mucous membrane normal. Left Eustachian tube normal. iscera normal. 

In an eighteenth case (1881 ; age at onset 6 months ; ill four weeks) while the 
skull-ca]) was being removeil watery fluid poured out of an accidental wound of 
the brain ; it was collected, and amounted to six ounces. Convolutions flattened. 
Lateral ventricles much dilated, a very little yellow lymph found in the right. 
Third vrntnele and iter dilated. Fouith ventricle much dilated, and quite closed 
Inj hjmph beloir. Anterior part of brain, anterior base and nerves normal. On 
gently raising the cerebellum in situ, yidlow lymph was seen beneath the arach¬ 
noid passing from the cerebellum to tlie cord ; there was a little lymph also on 
the anterior surface of the medulla, but none on the pons. A wedge-shaped 
piece of the occipital bone and the arches of the three uppermost cervical 
vertebra' were removed. The dura mater and the posterior surface of the 
arachnoid were normal, but the posterior subarachnoid sjiace below it was filled 
with yellow lymph from the attachment of the arachnoid to the cerebellum 
down to the second cervical arch. At the level of f.he third cervical arch the 
cord and its inembrane.s were normal. The rest of the cor<l was not examined. 
The left ear contained a little pus, the right none. Both tympanic membranes^ 
had been incised during life, and pus obtained from each. The lungs showed 
a little collapse. All the other viscera were normal. " 

In a nineteenth case (1884 ; age at onset months; ill four and a half 
weeks, and treated for fourteen days with inunction of half a drachm of 
mercurial ointment twice daily) we found the “posterior arachnoid bridge” (the 
arachnoid covering the posterior subarachnoid space) turbid and spotty, and 
there were evident traces of inflammatory lymph over the front of the pons and 
medulla, but the posterior subarachnoid space was normal, there were no ad¬ 
hesions, the cerebrospinal foramen was widely op^i, and the ventricular cavities 
were not diliTted. The rest of the brain and the tympanic cavities were normal. 
Viscera normal except for some pulmonary collapse. In this case, therefore, 
the inflammatory process had been less acute, or else the products of inflamma- 
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tion had been ab'sorbed ; and it is worth noting that the child had been treated 
with mercury for a fortnight. No obstruction having been caused, there was 
no hydrocephalus. 

In a twentieth case (1,887 ; age at onset .3] months ; ill live weeks) there 
was thick green puro-lyinph over the base from the foramen magnum to the 
optic chiasma ; the basilar artery was completely embedded in it, and contained 
a firm thrombus. The posterior subarachnoid space was full of turbid lliiid. 
The convolutions were flattened, and the laUml reiiincles much dintciidcd with 
turbid lluid. The iter ims greatly diluted. The fourth mil lirle inis dilated, iiiid 
so y-as the cerehro-s^dnal foramen ; the lateral openings wore wide enough to admit 
a penholder. The cause of this was found to be a aaiqilete adhesion of the 
membranes to each other and the cord in the cervical region ; the membranes 
could not be sejiarahed without tearing the cord. In the dorsal and lumbar 
regions of the cord* liiere was a little thin pus in the subarachnoid space, 
mostly on the posterior surface. Both middle ears contained pus. The 
parietal regions of the skull showed extensive craiuotabos. Bibs much beaded. 
Viscera normal. 

In a twenty-first case (1 8!)4 ; age at onset 10 months ; ill five weeks) there 
were wlhe.sions about the upper part of the medulla, and the posterior .araidinoid 
cistern and all the ventricles were distended witli clear lUud, the tata-al teutricles 
being much dilated. The choroid plexuses were abnormally firm and haul, with 
a fibroid lump in each. Convolutions much flattened. Tvmjianic cavities 
contained miico-pus, otherwise normal. Spinal cord normal. Viscera and 
glands normal. 

In a twenty-second case (1895; ,age at onset I year 8 months; ill five 
weeks ; treated in hospital four weeks with a grain of iodide of potassium every 
three hours, and daily' inunction of half a <lrachm of mercurial ointment) we 
found slight opafpie thickening on the under surface of the left lobe of the 
cerebellum, but no adhesions. Pons and medulla,normal. Anterior base 
.showed .slight opacity. Cerebro-spinal foramen jiatent and fourth ventricle not 
dilated. But the Intend ventricles sri-ie ennsiderabb/ dilated nith clear Jhiid, 
and the convolutions llattened. Ejiendyma of ventricles not thickened. A 
small patch of rather \hick yellow lymph was found on the anterior end of the 
superior vermiform process, proving that the meningitis had involved the 
vessels of the velum interpositum, and suggesting that though the iter was 
pervious post mortem, it mag have be,en compressed during life, by' inllammatory 
1 ‘ffusion in its neighbouihood. Spinal theca somewhat distended with clear 
fluid. Distinct opacity and some thickening of arachnoid along the whole of 
the posterior surface of the cord. Tympanic cavities normal. Viscera normal. 

In a twenty-third case (1892 ; age at onset 8 months ; ill five week.s) we 
found some lymph over the pons and in front of it, some also over the upper 
end of the left ascending frontal and first frontal convolutions, but none what¬ 
ever at the posterior base, though there had been much hea<l-retraction (with a 
tendency to turn the face to the right). The cerebro-spinal foramen was open, 
the cerebellum congested beneath the trephine hole, but no lymph over it. 
The ventricles were not dilated. The upper part of the spinal cord was normal ; 
the lower part was not examined. The left ear was full of e.itrem,elp ^iscid offen¬ 
sive puro-lymph, extending into the antrum of the mastoid, in which the bone 
was slightly p»ugh. The right tympanic cavity contained a smaller quantity 
of similar material. Ossicles present and normal on both sides. Drum- 
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membranes entire ; in the left one the scar of a healed incision was detected. 
There were no tubercles at the anterior base of the brain or in the Sylvian 
fissures, nor were any found in the lungs ; but the bronchial glands were 
caseous, there was some tubercle in one cervical gland, and the spleen was full 
of miliarj" tubercles. There was also a small abscess in the left lobe of the 
thyroid, and a purulent sinus extending from it nearly to the epiglottis. The 
mesenteric glands were normal. The viscidity of the contents of the tympanic 
cavities explained why the paracentesis of the drum-membranes (nineteen days 
before death) was without effect. Two days^ before death a trephine-opening 
was made by Mr. Ballance over the left lobe of the cerebellum ; only limpid 
fluid escaped, no lymph or pus. A few hours after the operation it was 
observed that the left eye was strongly drawn downwards, so that it was almost 
hidden beneath the lower lid; it was also affected with^vertical nystagmus. 
The right eye was unaffected. Next day the two eyes were on the same level 
(about normal), but there was some vertical nystagmus of both. No lateral 
nystagmus. 

In a twenty-fourth case (1897 ; age at onset 2 years 4 months ; ill five 
weeks) there was some flattening of the convolutions, but the vertex was otherwise 
normal. The posterior arachnoid bridge was partially covered with lymph; 
this extended up to the attachment of the arachnoid to the cerebellum, ending 
there abruptly, except near the median line, where it crept up farther. The 
cerebro-spinal and lateral foramina were partially blocked. There was much 
thick whitish-yellow lymph on the under surface of the pons, extending almost 
to the chiasma ; also a patch of it on the anterior inferior extremity of each 
temporo-sphenoidiil lobe. Some lymph also on the anterior end of the superior 
vermiform process, and along the velum interpositum. Choroid plexuses too 
opaque in appearance, and veins .somewhat distended. Ependyma slightly 
opaque. Brain-substance very soft. Iter appeared to be patent. Lateral 
ventricles considerably dilated with nearly clear fluid. Third and fourth 
ventricles not dilated. A thicker layer of similar lymph on the posterior 
surface of the spinal cord, and a little on its anterior surface. Both tympanic 
cavities contained some muco-pus, but were otherwise normal. Viscera normal. 

In a twenty-fifth case (1895 ; age at onset 5 months ; ill live weeks) we found 
adhesions of the cerebellum to the medulla, blocking the posterior subarachnoid 
space. There was a little thin lymph on the pons and medulla, at the anterior 
base, and extending up the Sylvian fissures ; also a little on the cortex of the 
anterior part of the brain. The ventricles were all diotended with puro-lymph, 
their ependyma very vascular and somewhat thickened. Brain rather soft. 
Puro-lymph was present also down the greater part of the posterior surface of 
the cord. Both middle ears contained muco-pus. Lining membrane of each 
tympanum vascular. Drum-membranes entire, showing scars of incisions. 
Viscera normal. 

In a twenty-sixth case (1887 ; age at onset 11 weeks; ill six week.s, frequent 
fits of extensor spasm in all the limbs) we found very firm adhesions of the 
membranes round the foramen magnum, the dura mater being adherent to the 
posterior part of the under surface of the cerebellum, quite firm bands uniting 
them. 37 k posterior subarachnoid space teas distemled with green lymph, its walls 
thickened. The cerebellum was hollowed out by 'the fluid pressure, and the 
pons and medulla squeezed into the closest possible apposition to the bone. 
There was very slight opacity in the interpeduncular space, none about the 
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Sylvian fissures. Convolutions very flattened ; ventricles mnch distended: iter 
apparently closed, ependyma somewhat thickened. Brain soft. Spinal arach¬ 
noid greatly thickened, much lymph on posterior aspect of cord. The right 
tymjianic cavity contaii^ed muco-pus, the left mucus. Viscera normal. 

In a twenty-seventh case (1894 ; age at onset 0 months ; ill six weeks ; 
onset immediately followed a fall on the head) there were evidences of 
meningitis over the vertex and over the frontal lobes, also over the anterior 
part of the teniporo-sphenoidal lobes, but none over the posterior part of the 
vertex, the cerebellum, or the p*ns, and none over the base except on the right 
teniporo-sphenoidal lobe. No flattening of convolutions. No distension of 
ventricles. Brain substance normal ; sinuses normal ; spinal cord normal. 
Tympanic cavities contained niuco- 2 iu.s, otherwise normal. Some collajise in 
lungs. Other vistera normal. Death appeared to have been the result of 
jiersistent diarrhoea. ♦ 

In a twenty-eighth case (1887 ; age at onset 1 year 2 weeks ; ill six weeks) 
the recent lymph was most abundant at the anterior base and at the tips of the 
temjioro-sphenoidal lobes, but some existed over the convolutions, also over the 
[ions and medulla. Over the right hemisphere there were what apiieared to be 
indications of traumatism, though no history of this had been obtained. There 
was some vascularity of the cranial surface of the dura mater in the right 
lateral region, extensive blood-staining of the lower surface of the dura mater 
over the right heniisiihere, and beneath it, some lymph on the upper surface of 
the arachnoid, disguising the convolutions ; tins also was stained brown in 
places, jirobably from former hsemorrhage. There was also lymph on the upper 
surface of the cerebellum, and brown-stained lymiili on its lower surface. The 
cerebro-.spinal foramen was widely open. The ventricles were slightly dis¬ 
tended, and contained some puro-lymph. There was thick lymph below the 
spinal arachnoid, most abundant in the dorsal and lumbar regions, almost 
entirely on the posterior surface. The right middle ear contained pus ; driim- 
niembrane destroyed, and external meatus jilugged with swollen detached 
epithelium. The right petrous bone was vascular but not carious. The left 
middle ear contained pus, but the drum-membrane was not destroyed. 'I'he 
cranial bones were quite healthy and free from caries ; no sign of fracture. We 
have no note of the condition of the viscera. 

In a twenty-ninth case (1880 ; age at onset 7 months; ill seven W'eeks ; 
treated for a month with a grain of hydrargyrum cum creta thrice a day and 
daily inunction of a drafihm of unguentum hydrargyri) we found thin recent 
lymph at the jiosterior base, closimj the cerebrospinal foramen, but not filling the 
posterior subarachnoid space. There was thin lymph also on the pons, and a 
little on4he under surface of the right frontal lobe and on the tip of the left 
temporo-sjihenoidal lobe. Ventricles distended, vith iratery fluid. Brain rather 
soft. Sjiinal cord not examined. Tymiianic cavities both normal. Viscera 
normal. 

In a thirtieth case (1879 ; age at onset 5 weeks ; ill seven weeks) there was 
no recent lymph, and the posterior subarachnoid space was normal, but the 
cerelrrospinal foi'amen was closed by adhesion of the cerebellum to the medulla. 
The fourth ventricle was nn^h distended with clear fluid. On openfcig it from 
above through the valve of Vieussens, the adhesion of the cerafcellum to the 
medulla was Iteund to extend all the way round except for one very small hole 
(probably torn during removal of the brain). When this was stojiped, and water 
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was poured in from above, tlic ventricle held water perfectly. There were also 
small traces of cicatrix over the pons and the tips of the teniporo-sphenoidal 
lobes. The iter was pervious, ihx lateral ventricles much distended mth clear fluid, 
the corpus callosum very thin, almost translucent. Nob^much flattening of con¬ 
volutions, but fontanelle and sutures distended. Ears normal. Head only 
examined. 

In a thirty-first case (1886 ; age at onset 7| months ; ill seven weeks) there 
were very slight adhesion.s between the lateral parts of the medulla and the 
cerebellum. There was no obstruction of the-cerebro-spinal foramen, and the 
fourth ventricle was not distended ; but the choroid plexuses were much bound 
down, and there was thickening in the transverse fissure of the brain ; the iter 
was quite impervious, and the lateral ventricles were iireatly distended mth clear 
fluid. There was a little thin, partly organised lymph® on the cerebellar 
peduncles, a little opacity of the arachnoid over the interlfcduncular space and 
on the temporo-sphenoidal tips, and a few small patches of semi-orgaiiised lymph 
on the convexity. The brain-sulistance was softened, and the ependyma some¬ 
what roughened. The spinal cord was normal (fliouijh there had hceji mailed 
opisthotonos). Tympanic cavities contained muco-piis ; drum-membranes normal. 
Viscera normal. 

In a thirty-second case (1883 ; age at onset 11 weeks ; ill seven weeks) the 
cerebellum icas closelij bound to the nieihilla by thin adhesions; there was a little 
lymph on the under surface of the pons and medulla, and a very little on the 
under surface of the frontal lobes and on the tips of the temporo-sidienoidal 
lobes, but none along the Sylvian fissures or on the rest of the convolution.s. 
All the ventricles ivere distended irith iratery fluid, with a very little jius in the 
third ventricle. Ependyma softened. Spinal cord not examined. Both tym¬ 
panic niembranes intact; the left was opaque, the right normal. 'Fliere was 
jms in the left middle ear, and granulation-material on its mucous niemliranc ; 
some pus also in the antrum. Viscera normal, save for slight collap.se of one 
lung and sonic emphysenia of the other. 

In a thirty-third case (1895 ; age at onset 4 months; ill seven weeks ; rigid 
extension of right upper limb ; peculiar squealing cry) the posterior arachnoid 
bridge was found much thickened, resembling wash-leather,'(i)id the ceiehro-spinal 
and lateral foramina were firmly closed by strong adheswns. The posterior sub¬ 
arachnoid space was empty. The subarachnoid spaces at the base of the brain, 
including the interpeduncular space, as far forwards as the optic commissure, 
were obliterated by organised lymph. Faint traces of bpaque thickening on the 
tips of the temporo-sphenoidal lobes. The convolutions were flattened. Lateral 
ventricles distended with greenish wateiy fluul, with flakes of yellow lymph floating 
in it, and in the descending horns purulent fluid. Ependyma much t’nckened. 
Choroid plexuses shrunken into hard dark masses embedded in the thickened 
ependyma. Third ventricle contained fluid similar to that in the lateral 
ventricles. Fourth ventricle entirely shut off from third by injhmmatory adhesion 
at posterior end of iter; it was sjiherical in shape, and contained watery fluid, 
being absolutely closed also below. Thus the drainage system of the brain was 
converted into three cysts with differing contents, the lateral and third ventricles 
containing f|(reenish watery fluid with fibrin and pus, the fourth ventricle con¬ 
taining clear fiuid, and the posterior subarachnoid space being an empty cyst 
with thick walls. Brain-substance rather soft. Membranes fe'f spinal cord 
adherent in front, and thickened and opaque posteriorly; but there was no 
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green lympli on the cord. The tympanic cavities both contained some p\is, but 
the druin-meinbranes were intact, and the ossicles normal. Viscera normal. 

In a thirty-fourth case (188‘2 ; age at onset months ; ill eight weeks) i\e 
found the posterior subtii'achnovl space comph tehi filled }eith Jlakij lymph. Coiu- 
inunication between the subarachnoid space of the brain and tliat of the cord 
was thus interrupted, but when this lyni]ih was removed the cerebro-spiiial fora¬ 
men was found patent. Ventricle.^ moderately di.ffended icith sUyhtly turbid ivaterii 
fluid, of which about 7 o/.. escaped while the skull-cap wa.s being removed. 
Ependyma of ventricles everyifhere thickened, much injected, and flaked here 
and there with inflammatory lymph. Tins was specially marked in the 
ilescending horns of the lateral ventricles, which were thickened and matted 
together. Brain-substance soft. The arachnoid over the inteipediincular space 
was thickened amj (edematous. The convolution.s were flattened. The ujipor- 
most inch of the spinal cord appeared (piite normal ; tlie rest was not exainincd. 
Tympanic cavities normal. Visceia not examined. 

In a thirty-fifth case (1879 ; ago at onset 1 months ; ill eight weeks) there 
was meningitis at the base from the optic commi.ssure to the medulla ; much 
lymph, c.specially behind, where it was tougher and apparently older than else¬ 
where ; it blocked the posterior subaraclmoid spare, and quite eln.<ied the ciebro-spinal 
foramen. Ifydrorephalus nas present. The dilated ventricles contained some ])us, 
as well as watorv fluid, and their lining membrane was thickened. The right 
middle ear cont.uned a little jms, the left was normal Spinal cord not 
examined. Viscera ijorni.al. 

In a thirty-sixth ca.so (1892 ; age at onset 11 months ; ill nine week.s) the 
convolutions were flattened and free from lymph. Lateial rent rides, joramea of 
Monro, third ventricle and. iter, all (jre.atly distended, with clearJlaul. The ui>pei’ part 
of the fourth ventricle was distended with cle.ar fluid, but the loner jiart ira.s 
obliterated by adhesions. The lateral o)ieinng.s of the fourth ventricle were closed 
by line membranes bulged up by fluid below. TheVe w.as an opening about the 
position of the cerebro-spinal foramen, probably artificial, as two hours before 
death tr('phining had been done over the occipital bone, and an attempt made 
to drain the foiirtl^ ventricle ; the atteni]it failed owing to the pre.sence of the 
adhesions in the fourth ventricle. Ependyma normal. Veins of (laleii normal. 
The posterior subarachnoid space had been distended, and there was excess of 
subarachnoid fluid around the spinal cord, but no lyinjih. Eoiir weeks before 
death both tympanic membranes had been incised, blood and ]>us escainng. One 
week before death the mastoid antrum had been cleared out on both side.s. 
The petrou.s bones were soft and vascular ; on the left side there was a small 
opening into the skull along the petrosipiamosal suture. Bura matin' normal. 
ViscerS normal. 

In a thirty-seventh case (1881 ; age at onset 1 weeks ; ill ten weeks) the, cere¬ 
bellum iras found to be adherent to the medulla, and the ventricles all distended n dh 
a lanje quanhty of u atery fluid. The cranium was extensividy craniotabetic, and 
in several places was perforated, holes of considerable size existing, through 
which the cerebral membranes, distended by the fluid pressure ivithin, jirojectcd 
as low soft swellings. These had been felt during life. The anterior fontaiielle 
was very large, and the Itngitudinal suture open. The twin sisti® of this child 
was also under treatment for snuffling, great irritability, marked craniotabes, 
and slight i^largement of spleen. Great improvement in her condition was pro¬ 
duced by daily inunctions of mercurial ointment. 
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In. a thirty-eighth case (1878 ; age at onset 9| months ; ill ten weeks) we 
found a delicate membrane across the cerebrospinal foramen, completely closing it. 
The cerebellum was also attached to the medulla on each side by fine adhesions, 
closing also the. lateral openings, so that pressure on the nJedulla caused fluid in 
the fourth ventricle to bulge up the adhesions on either side without escaping. 
The arachnoid over the interpeduncular space was thickened and opaque. All 
the ventricle.^ irere much distended, nrith clear fluid. The foramen of Monro 
admitted a forefinger ; the iter admitted a lead-pencil ; the fourth ventricle 
would have held a Barcelona nut. The closui^ of the exits from the fourth 
ventricle was tested by pouring water into the ventricle from above ; it was 
found to hold water. Tympanic cavities both contained a small amount of 
semi-purulent fluid ; drum-membranes intact. Head only examined. 

In a thirty-ninth case (1887 ; age at onset 5 years ; ill t^n weeks ; definite 
history of a fall on the occiput, followed the same day by pain in the head, and 
two day’s later by vomiting) there was some capillary injection on the outer 
surface of the dura mater, the vessels of the pia mater were injected, especially 
on the right side, and the puncta vasculosa more numerous than usual. There 
was some puriform fluid at the base, and lymph round the vessels in the left 
Sylvian fissure ; some also over the pons and medulla, and streaks of it over 
the inferior surface of the cerebellum. The convolutions were flattened, and 
the ventricles much distended with clear fluid. Unfortunately, we have no note 
of the condition of the iter or of the cerebro-spinal foramen. The tympanic 
cavities and the spinal cord were not examined. The lower lobes of the lungs 
were congested, the upper emphysematous. 

In a fortieth case (1877 ; age at onset 3 months ; ill eleven weeks ; extreme 
head-retraction ; extreme opisthotonos ; extensor spasm of limbs) the convolu¬ 
tions were flattened, and the lateral ventricles greatly distended with clear fluid 
(estimated at 10 oz.). The cerebellum was firmly adherent to the dura mater 
behind the foramen magnuifl by strong adhesions, which had to be severed with 
the knife before the cerebellum could be removed. A firm sheet of thickened 
cicatricial membrane stretched across from cerebellum to medulla, leaving no aperture 
ivhatever. Arachnoid over medulla thickened and ooderoatous. Cicatricial 
thickening at tips of both temporo-sphenoidal lobes, extensive on the left side. 
There was similar thickening about the edge of the velum interpositum, and a 
smooth membrane stretched across from the fornix to beyond the choroid plexus 
on each side, binding down these plexuses immovably. Many small distended 
vessels were seen passing into and under this membrane. When the membrane 
had been picked away the optic thalami could be made out, and two large dis¬ 
tended veins (veins of Galen). The iter would have admitted a lead-pencil. 
Fourth ventricle distended. Upper part of spinal cord adherent to its dura 
mater. No further examination was permitted. 

In a forty-first case (1896 ; age at onset 1 year ; ill twelve weeks) the 
“ posterior arachnoid bridge ” was slightly adherent to the dura mater. It was 
distinctly opaque, especially above, where the arachnoid joins the pia on the 
cerebellum. The medulla was adherent to the cerebellum both inferiorly and 
laterally, closing completely tlse cerebrospinal and lateral foramina. Fourth ven¬ 
tricle considerdbly dilated; it was a closed cavity, the iter being obliterated above; 
it contained clesw fluid. Third ventricle and foramen of Monro dilated. Lateral 
ventricles greatly distended with clear fluid. Ependyma normal. Choiftid plexuses 
rather hard and cord-like. Velum interpositum slightly opaque. Veins of 
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Oalen normal. There was some opacity of the pia arachnoid in the niterpodun- 
cular space and about the optic chiasma, also in the Sylvian fissures, where 
there were some adhesions. A few small patches of opacity were found also on 
the frontal and temporA-sphenoidal lohe.s. Slight opacity of arachnoid on pos¬ 
terior aspect of spinal cord, and a little excess of subarachnoid fluid. T^'inpanic 
cavities quite normal. Viscera normal, except that the stomach contained some 
altered blood. Glands normal. 

In a forty-second case (1887 ; age at onset 3 years 9 months; ill twelve 
weeks ; origin possibly traumatic, a window having fallen on the back of his 
head two weeks before the onset) we found tlie xpiiutl taemhranes aiUurent to 
thS^ord ill, the uppermost cervical reifion. Posterior arachnoid bridge showed 
spots of organised lymph. Posterior suharaclmoid spare distended ivitli clear 
fluid, the pressure^of which had sliglitly hollowed out the cerebellum on each 
side. The lower piCi-t of this spare was of conical form, the apex of the cone being 
formed hy the adhesions of the nienihraiies to the cervical cord, Oerebro-spinal 
foramen dilated. Slight cicatricial opacity over pons and medulla, with cystic 
bulging at the position of the closed lateral foramina. Anterior base normal. 
Hajinorrhagic thin false membrane on arachnoid surface of dura mater over 
both heniisphei-es, and a few small hcomorrhagic spots over petrous portion of 
both temporal bones. Convolutions slightly flattened. Ventricles all mode¬ 
rately distended with clear fluid. Iter admitted a crow-quill. Brain-.substance 
fairly firm. Upper part of spinal cord, below adhesion of arachnoid, was 
normal ; lower part not examined. Left tympanic cavity normal ; right lined 
with fine granulations. Drum-membranes both intact. Viscera normal. 

In a forty-third case (1884; age at onset 3 years; ill twelve weeks) the 
openings from the fourth ventricle were closed hy delicate hut firm adhesions of the 
cerebellum to the medulla. Some partly organised inflammatory exudation was 
found on the pons, and as far forwarils as the ojitic chiasma, and the optic 
nerves were slightly bound down. There wa.s none on the convolutions, but 
these were flattened. The ventricles contained perfectly clear fluid, and wen; 
much distended. Velum interpositum slightly bound down. Iter dilated. 
Fourth ventricle dilated, with distended membranes over the lateral horns, form¬ 
ing a pouch on either side close to the vagus nerve. I'hese pouches represented 
the closed lateral openings; they could be made more prominent by compressing 
slightly the fluid-distended ventrMe Siiinal cord not examined. The right 
tympanic cavity contained some viscid fluid ; its lining membrane was thickened 
and pinkish ; drum-mehibrane opaque. Left tympanic cavity quite normal. 
Viscera normal, except that there was a little collapse at the bases of the lungs. 

In a forty-fourth case (1896 ; age at onset 1 year 4 months ; ill thirteen 
weeks extreme head-retraction; opisthotonos ; extensor spasm of limb.s) we 
found the posterior arachnoid bridge adherent to the dura mater over it, but 
when separated it was thin and nearly translucent. The cerebro-spinal foramen 
was open, though it was smaller than usual ; the lateral foramina appeared to 
be closed. The fourth ventricle was much dilated. From it and the subarach¬ 
noid space of the cord 2 oz. of clear fluid were removed by a hypodermic 
syringe passed below the second lumbar vertebra at the commencement of the 
autopsy. AVhen this ceased to flow, a fresh supply of clear fluW was easily 
obtained by puncture through the fontanelle, and it was found »that each lateral 
•ventricle was* a separate cavity distended with clear fluid, the foramen of Monro 
being quite obliterated on each side. The iter was also obliterated, and, the third 
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ventricle (tliun clothed both above and below) iru« distended v'ith clear fluid. So 
that in this case the hydrostatic system of the brain and cord was severed into 
four sections —the right lateral ventricle, the left lateral ventricle, the third 
ventricle, and the fourth ventricle and the subarachnoid* space of the cord—all 
distended with clear fluid. Ependyma very slightly opaque. Slight opacity of 
the pia arachnoid about the chiasma and interpeduncular space and Sylvian 
fissures, and more markedly on the anterior end of the superior vermiform pro¬ 
cess of the cerebellum, but none on the temporo-sphenoidal lobes. Right ear 
normal; left ear contained a little semi-purulent fluid. Tymiianic membranes 
normal. Spinal cord normal. Viscera normal. 

In a forty-fifth case (1892 ; age at onset 9 months ; ill fourteen wcek.»(, the 
cerebelluii). wa.-i comyletehj adherent to the medulla. The adhesions were firm 
and vascular, and formed a complete barrier to the passage 'of fluid from the 
ventricles to the subarachnoid space. Fluid injected throuejlt Ihe iter u ith a fine 
glass tube under a jiressure of 2 feet of water did not pass at all through this harrier. 
Lateral ventricles greatlij dilated, and contained more than 10 oz. of clear fluid. 
Ependyma slightly granular. Foramen of Monro, third ventricle, iter, and 
fourth ventricle all much dilated. A small hernia of the cerebellum protruded 
through a trephine opening in the right occipital bone. This opening was 
made nine days before death ; through it about 7 oz. of cerebro-spinal fluid 
had been removed from the base of the brain. Uiira mater over the posterior 
subarachnoid space normal ; arachnoid somewhat thickened and opaque. The sub¬ 
arachnoid .space of the cord contained some excess of clear fluid. Tympanic cavities 
normal. Viscera normal, except for the presence of a Meckel’s diverticulum. 

In a forty-sixth case (1897 ; age at onset 3 months; ill fifteen weeks) the 
cerebellum was entirely adherent to the medulla inferiorly, so that the cerebro¬ 
spinal and lateral foramina were closed bij fibrous adhesions. No recent lymph. 
The posterior arachnoid bridge was much thickened, opaque, and adherent to 
the dura mater. In. the mtd-cervical region of the cord the dura, arachnoid, and 
pia were all matted, together and finnlg -united to the cord. The convolutions 
were much flattened, and the lateral ventricles greatlg dilated, containing about 
14 oz. of clear fluid. The foramen of Monro, third ventricle, iter, and fourth 
ventricle were all greatly dilated. Ependyma, choroid plexuses, and veins of 
Galen normal. The whole of the anterior surface of the pons was adherent to 
the bone. The arachnoid over the interpeduncular b[)ace was opaque and 
thickened, and distended by clear fluid below. There were adhesions over the 
surface of the Sylvian fissures, but none in their deeper‘parts. There was much 
opacity and thickening on the inferior surface of both temporo-sphenoidal lobes, 
especially at their anterior extremities. There were also patches of white 
thickening along the sulci almost up to the vertex, especially in the enterior 
part of the brain. Below the adhesions in the mid-cervical region the spinal 
membranes were almo.st normal. Tympanic membranes and ossicles normal; 
muco-pus in both tympanic cavities. The lower lobe of each lung contained 
areas of collapse, intermixed with areas which on section were maroon-red, with 
slightly granular surface, solid but friable, sinking in water. Anterior lower 
margin of left lower lobe emphysematous. Other viscera and glands normal. 

In a fifc’ty-seventh case (1878 ; age at ons^t 8 weeks ; apparently 
recovered after, an illness of thirteen weeks, and gained flesh, though with 
occasional vomiting and some divergence of the eyes on going iro sleep, and 
appeared to be going on well, but three mpnths after apparent recovery was 
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carried off in twenty-four lioiirs by a severe attack of vomiting) we found the 
convolutions flattened and tlie ventricles much distended with clear fluid. The 
cerehro-s}nHal furamen was quite closed by cicatricial membrane uniting the superior 
part of the medulla tfi the cerebellum. This membrane showed two or three 
small areas of definite white cicatrix, also some small hivmorrhages near fhem. 
There were traces of cicatrix also on the tip of the right temporo-sphenoidal 
lobe (none on left). The tympanic cavities contained some turbid mucus, and 
one of them showed a little bare bone and some pale-red granulations. Viscera 
normal. No tubercle. Spinal* cord not examined. 

In a forty-eighth case (1879 ; age at onset 9 weeks ; apjiarently re- 
cov"eTed after an illness of ten weeks, but died unexpectedly seven months 
later after two days of slight catarrh, having in the interval ajipeared to be 
(juite well) we Jound the lateral ventricles equally and cnasiderahly dilated, 
with clear fluid. Tfie corpora striata were finely granular on the surface, as if 
dusted with sand. A large thin translucent cyst was attached to, and ajiparently 
arose from, the left choroid plexus, occiii)ying the descending and posterior 
cornua ; it contained clear fluid. The right choroid jilexus contained a few 
small imperfect cysts. The foramen of !Moiiro admitted the end of a forefinger 
The iter could be made out, but was impermeable at its lower end. The fourth 
ventricle a as entirely obliterated, the roof and floor being firmly adherent in their 
whole extent. The adhesions were very tough indeed, and separation could 
not be effected without tearing the nervous substance. There was no recent 
lymph. The cerebro-spinal foramen was open, and there was an entire absence 
of any morbid change in the membranes in its neighbourliood and over the 
pons, but there were a few small brownish spots in the pia mater over the 
anterior lobes of the brain, and over the tip of each temporo-sphenoidal lobe. 
Cervical cord and membranes normal ; rest of cord not examined. The right 
tympanic cavity was lined with red thickened mucous membrane, which could 
be easily stripiied from the bone ; it contained muciApus. The drum-moinbrane 
and the ossicles had disappeared. The right petrous bone was evidently in¬ 
flamed, it was too vascular, and softer than normal. The left petrou.s was less 
vascular than the yght, and the ossicles were present, but the drum-membrane 
was perforated, and the tympanic cavity contained muco-pus, and its lining 
membrane was like that on the other side. The dura mater over both petrous 
bones was normal, and there was no vascularity or lymph about the seventh 
nerves. Viscera and glands normal. 

In the forty-ninth’case (1881 ; age at on.set 6 weeks ; ill ll| months) the 
illness began with a fit at six weeks old, followed by nystagmus, diver¬ 
gence of eyes, some retraction of head, and a month later by constant spasmodic 
moveiSent of many muscles, which lasted four days. After this there was 
progressive increase in the size of the head, attended with persistent pain. At 
eleven months old the circumference of the head of this child, though a female 
and wasted, exceeded by nearly 3 inches that of a healthy male child of the 
same age ; it amounted to 21 inches. The measurement over the vertex from 
one auditory meatus to the other was 14-| inches, or 2 inches more than the 
average. The head was still larger when she died two months later. We 
found at the autop.sy tjjat the convolutions were entirely flattened out. No 
fluid in the subdural space. Ventricles enormously distended^ with clear.fluid 
(estimated “at two pints). The foramen of Monro was of the diameter of a 
half-crown. Third ventricle dilated. Iter admitted a lead-pencil. Fourth 
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ventricle enormonaly dilated (size of a hen’s egg). Entire adhesion of the cere- 
beUwm to the sides and back of the lower part of the medulla, the subarachnoid 
space being here entirely obliterated by firm tissue. The adhesion of the 
membranes continued down to the level of the third cefvical vertebra. Below 
this the arachnoid could be separated from the pia mater. Viscera and glands 
normal. It might possibly be thought that this was a case of congenital 
hydrocephalus ; but at three months of age, six weeks after the first symptoms, 
the head was still of normal size—the circumference being then 15j inches, 
and the measurement over the vertex from meatus to meatus inches. 

The fiftieth case (1891 ; age at onset 2 years) we have left to the last, 
because of the exceptional condition found at the autopsy. A boy, aged two 
years, after a fortnight’s catarrh, became fretful, and vomited. The vomiting 
was repeated several times on the two subsequent days, pn the second and 
third days he seemed only partly conscious, lay still, made 'no sound. On the 
fourth day he “screamed every five minutes for an hour, and his head became 
strained back.” On sever.al occasions it was observed that he “rolled his eyes, 
clenched his hands, and twitched both arms and legs.” The head-retraction 
continued until death (ten weeks), and became very marked. After a time 
there was also marked opisthotonos, so that the occiput was brouglit to within 
5 inches from the buttocks ; this, however, diminished, and before death had 
almost disappeared, though the head-retraction remained. There was rigidity 
of all the limbs, at first slight and flexor, later and till death marked and 
extensor. The abdominal muscles were also rigid. For a few days the right 
hand was in the tetany position, but this soon passed off, and all the fingers of 
both hands were then flexed at every joint; during the last week the “ claw- 
hand ” was present, markedly on the right side, less on the left. The heels 
were rigidly drawn up, so that the dorsum of the foot on each side was on a 
line with the front of the leg ; the toes contracted and the soles arched. There 
was at times slight horizontal nystagmus in both eyes, and occasionally con¬ 
vergent strabismus. The pupils varied in size, but remained equal; at first 
each measured about 5 mm., and reacted readily to light. Twelve days later 
they were less dilated, but did not react to light (no atrppine for ten day.s). 
Next day they varied continually in size, but did not react to light. On the 
following day they were contracted, but still did not react to light. The optic 
discs were pale, the upper and lower margins a little indistinct, but the temporal 
edges defined. Both tympanic membranes were incised by Mr. Ballance nine¬ 
teen days after the onset ; only a little blood escaped, no pus, and the symptoms 
were not relieved. During the illness the child wasted greatly; on admission 
he was plump, but before death he became extremely emaciated, though he 
took (part of the time by nasal feeding) a fair quantity of nourishment, afid had 
no vomiting. 

The necropsy was made by Dr. Voelcker and Dr. Lees. The spinal 
cord, medulla, cerebellum, and the posterior part of the cerebrum were ex¬ 
posed in situ by the removal of the posterior wall of the vertebral canal and 
the back of the skull. The theca vertebralis was found distended in its 
whole length. On slitting it up, a small quantity of clear fluid escaped from 
the subdural Space. The arachnoid was then seen t(^ be distended with clear 
fluid, which filled the subarachnoid space from the “cistern” between the 
cerebellum and the medulla to the lower end of the cord. Its uppdr limit was 
marked by an opaque-white curved line in the pia arachnoid over the under 
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surface of the cerebellum. The fluid was as transparent as water, without the 
slightest turbidity, so that the roots of the nerves (for example, the spinal ac¬ 
cessory) could be seen with absolute distinctness through the perfectly transparent 
arachnoid. On detaching the cord helow, some of the fluid escaped, and the 
distended arachnoid partly collapsed ; the brain and cord were then removed 
together. There was slight milky opacity over tlie upper end of the fissure of 
Rolando on each side. Surface of brain pale and convolutions flattened. No 
tubercles. ' Cerebro-spinal foramen patent and large (would have admitted a lead- 
pencil). Lateral foramen on lef? side patent; that on right side appeared to be 
clqged, and cerebellum seemed to be more adherent than normally to the medulla. 
Lateral ventricles much distended and contained clear fluid. Veins of Galen 
and their tributaries were pervious; no thrombo.sis. Foramen of Monro 
enlarged, and third ventricle dilated. Iter patent but not dilated. No <}efinite 
ohatruction found anyichere. Both tympajiic cavities contained mucus ; drum- 
membranes perfect (incision fifty days jneviously). Viscera and glands normal. 
No tubercle anywhere. 

Analysis of Symptoms. —Sex.—Of the 110 cases on which this paper 
is based, •'58 were males, ~)2 females. The sexes arc therefore ecpially liable. 
Age at onset-— 


Under tliice months of age 

11 

cases. 

Over three and under six months 

30 

fj 

Over six and under nine months 

. 10 


Over nine and under twelve months 

. 15 


During the first year 

84 

cases. 

„ second year 

.. 13 


„ third year 

6 

•J 

„ fourth year . 

2 


„ fifth year 

1 


„* .sixth year 

4 

f ) 


110 



Average age at onset of the 110 cases = 11 months. 

„ • 84 cases in first year = H months. 

’’ 26 cases older than one year — 2 years 6 months. 

Eight^r-four (76 per cent) of the cases were in the first year of life ; in 
sixty-nine (63 per cent) the illness began during the first nine months ; 
in fifty (46 per cent) within the first six months. 

The average age at onset of the 14 most definitely vertical and 
suppurative cases was 20 months. This higher average was caused by 
the inclusion of two cases aged 44 years and 5 years 11 months 
respectively. Excluding these, the average age at onset jvould be 
13 months, very little Mgher than the average (11 months) of all 
the cases. But it may be noted that 50 per cent of the 14 were 
older than one year, while only 24 per cent of all the cases were above 
this age. 
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We may add that we have three times met with posterior-basic men¬ 
ingitis in older children, aged 6 years, 8 years, and 11 years respectively. 

Month of onset.—In 85 cases (none of them of traumatic origin) we 
found the following numbers :— 


January 

. 14 

July . 

3 

February 

. 11 

August 

o 

2 

March 

9 

September . 

5 

April . 

. 10 

October 

3 

May . 

. 10 

November . 

(i 

June . 

8 

December 

4 




. ‘ 85 

Sixty-two cases occurred in the first half of the year, only 23 in the 
second half—a ratio of nearly 3 to 1. This is a striking fact, and is 
perhaps due to the greater cold and variability of weather in our later 
winter and spring. 

Previous health.—The majority of our patients had been in good 
health until shortly before the onset of the disease; but some were 
weakly, and others rickety. In about half of those of whose previous 
health we have notes (37 out of 76) the onset of the illness was immediately 
preceded by obvious signs of catarrh, either nasal, bronchial, or intestinal; 
and in six others the symptoms of meningitis set in soon after an infec¬ 
tious disease likely to have produced bronchial catarrh (measles, 4 ; 
German measles, 1; whooping-cough, 1). In one case varicella preceded 
the onset. We have also seen a few cases in older children in which 
symptoms of meningitis wci’e associated with influenza. It is clear, 
therefore, that the occurrence of catarrh is a point of great importance 
in the etiology of the disease. ^ 

Inherited syphilis, on the other hand, seems to us to have very little 
share in the production of meningitis, apart from other lesions of the 
brain or its vessels, in young children. In only three of our cases was 
there strong reason to suspect that the child wii^ syphilitic, and in a few 
more there was slight, but quite inadequate, evidence of this condition. 
In a paper by Dr. Gee and one of ns (Barlow) on “ The Cervical Opistho-' 
tonos of Infants,” published in Ht. Bartholomevfs Hospital R^mis for 
1878, there are 2 cases out 25 in which the existence of inherited 
syphilis was undoubted, but no necropsy was made. It must be allowed, 
however, that syphilis is a possible cause of meningitis. In an article by 
Dr. Barlow and Dr. Bury (1) are recorded autopsies on syphilitic children 
in which meningitis was found. In some of these instances it was localised 
in the neighbourhood of syphilitic lesions of bone and dura mater; in 
others iff was generalised, and accompanied |yphilitic endarteritis, gum- 
mata, or salerosis. We have recently seen other similar cases. Their 
course is usually chronic and irregular, and rarely confornfe to the types 
which we have described. But in one autopsy, on an infant aged 7 
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weeks, we found a softening gumma near the right optic thalamus, and 
also recent lymph over the pons and medulla which had closed the cerebro¬ 
spinal foramen; the ^ventricles were distended with fluid containing 
flakes of lymph; the brain was very soft. Head-retraction and con¬ 
vulsions had occurred during life. This case might have been included 
in our analysis but for the existence of a definite cerebral tumour, 
which excludes the case in accordance with our preliminary definition. 
Such cases are rare, and the greater number of instances of meningitis 
in syphilitic children are probably examples of the presence of two inde- 
pebd-ant diseases in the same patient. Coincidences must occasionally 
be met with; the inheritance of syphilis affords no protection from 
catarrh and otitis.* 

Previous otorrHoea.—This was noted as absent in 57 cases. In one 
case otorrhcea occurred four weeks before the onset, but ceased two 
weeks before. In three cases otorrhcea was said to have been present 
from a very early age; in one of these, however, the onset followed a 
fall, and was probably traumatic and independent of the aural con¬ 
dition ; and in another the tympanic membranes were intact at the 
autopsy. 

Influence of dentition.—We could not prove any certain influence 
of dentition in the causation of this disease. In only seven cases have 
we notes of teeth being cut during the illness. Karely did we find that 
the child had been observed to put its hand into its mouth. 

It must be noted, however, that the number of cases occurring in the 
second three months of life (thirty-nine) is more than three times as large 
as the number (eleven) occurring during the first three months. Possibly 
this may indiciate some influence of dentition, but we are more inclined 
to attribute it to greater exposure to cold. 

Injury to the head as a cause.—This is a possible factor in the 
etiology of meningfetis, even apart from fracture of bone; and careful 
inquiry sometimes discovers a clear history of the occurrence of a fall or 
a blow on the head shortly before the onset of the disease. Some of 
these occurrences are probably mere coincidences, but in a few cases the 
sequence seems to be one of cause and effect. For instance, one child 
“ had a fall on its forehead. Was irritable after this. On the third day 
after the fall it screamed, and on the fifth day its head was retracted. 
A second,“fell from a girl’s arms on the pavement on May 22nd. The 
fall was seen by the mother. The child was hushed to sleep, but did not 
move its head properly after this. Had been quite well before. Vomited 
the same day (after a powder). Retraction of the head marked since 
May 25th.” A third child, 2J years old, “fell on the back of her head 
on December 26th; did not seem to hurt herself; played afterwards. 
On the 27th she seemed to be ill. On the 28th a convulsion.occurred, 
lasting three-quarters of aa hour (hands and feet clenched), directly aftei 
which retraction of the head came on and lasted two weeks. Vomiting 
also soon after the fit.” A fourth child was seen by its mother to fall 
on its head from a couch (the distance estimated at 15 inches). An 
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hour afterwards it vomited ; it had not vomited before. Next day the 
vomiting recurred five or six times, and again on the third day. Head- 
retraction began on the third day.” In a fifth c£\se a fall on the head 
occurred “ just before the onset of the disease, and a bruise was found 
on the vertex. The child seemed ill afterwards and vomited.” A sixth 
child, aged 5 years, “ was frightened by a fowl flying at her, and fell 
on her occiput. On the same day she complained much of pain in her 
head, but <lid not vomit. The pain contimued. On the third day after 
the fall she vomited three times. Head - retraction commenced a few 
days later.” — 

With regard to blows on the head one case seemed clear. “ A broom- 
handle fell on the child’s head at six o’clock one eveifing. He cried for 
ten minutes, and a red mark came out on his forehead. Vomited four 
times during the night. At eleven o’clock next morning a lump was 
found over his fontanelle, and he held his head back. The eyes have 
twitched ever since.” In another case a “window came down on the 
back of the child’s head ” two weeks before the onset; but though no 
symptoms were said to have been noticed for a fortnight, yet the autopsy 
(P.M. 42) made it pi’obable that the injury was really the cause of the 
fatal meningitis. 

The first sign of the disease.—We have careful notes of this in 
102 cases, and find on analysis :— 

Fir st sign vomiting 
„ ,, convulsion 

., „ bead-retraction . 

„ „ screa*ning or irritability . 

„ „ sleepine.ss or languor 

102 cases. 

< 

Whichever of these were the first sign, two or three of the others often 
followed on the same day, or a day or two later. At the same time it 
must be remembered that the history has to be obtained from the mothers, 
and may not always be quite accurate; also that the early stiffness of 
the neck is easily overlooked until the head becomes decidedly retracted. 
Still the figures seem to warrant the conclusion that in about*one-third 
of the cases vomiting is the first indication, in one-third convulsion, and 
in one-third retraction of the head. 

Early bulging of the fontanelle. —This was noticed in nineteen 
cases, sometimes by the mother only, at other times by ourselves also. 
In one child it was “ prominent on the fourth day ”; in another it was 
tense on the sixth day, and remained so till death four days later. In a 
third it had “ been noticed by the mother since the fit at onset, and it 
remained distended when the child was seen three weeks later.” In a 
fourth it was “ tense and convex when first seen, thirteen days after fall 
on forehead and seven days after onset of head-retraction.” In the case 


33 cases. 
29 „ 

24 „ 

9 » 

7 
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certainly due to a blow, “ a lump ” over the fontanelle was noticed 
seventeen hours after the injury. In a si.xth case there had been “a 
lump ” over the fontapelle for about two days after the child was first 
taken ill; it lasted a few days. In a seventh case there had been “ a 
hard lump ” in the same situation when the head was first drawn back; 
after three days it softened and went down. In an eighth there was 
“a hard lump” over the fontanelle “during the first part of the illness.” 
In a ninth the fontanelle was* a little bulging when first seen fourteen 
days after onset; the mother said it had been so for a week. In a tenth 
it was- noticed by the mother at the onset, and gradually increased until 
the child was seen a week later, when the fontiinelle was found to be 
full and the veii)^ of the scalp large. In an eleventh it had l)een 
observed by the mother on the second day; it gradually lessened. 
It is clear, therefore, that undue fulness of the fontanelle in the first 
few days of the disease is a fairly common symptom ; no doulit it in¬ 
dicates a considerable hyper.emia of the brain and its membranes, an 
“active congestion,” and an increased outflow of fluid from the ves.scls. 

Head-retraction.—This symptom, if early, marked, and persistent, 
is the most distinctive itidication of a posterior-basic meningitis. It may 
occur in the later stages of tuberculous meningitis, but is rarely of intensity 
equal to what is common in simple meningitis affecting the posterior base 
of the brain. In vertical meningitis there may be no definite i-etraction 
of the head, though there is often some stiffness of the cervical muscles, 
flexor as well as extensor'; so that the head docs not tend to fall back 
when the body is raised from the bed. Our notes give the following 
information with regard to the date of the first appearatree of head- 
retraction, its intensity, and its duration ;— 


Appearance 

on first clay of illness . 

34 


second „ 


>1 

third 

7 


fourth ,, 

r> 


fifth „ 

2 

)) 

sixth» „ 

1 


seventh, or “ a week .after onset ” 

r> 


“ within the first week ” 

i) 

• 


68 

Appearance 

during second week of illness 

3 

n 

„ third „ 

5 

>> 

„ fourth „ 

1 


Thus in 34 cases out ot 17, or nearly one-half, the retraction of the 
head began on the first day of the illness; and in 68, or ten-elevenths, 
before the end of the first week. 
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The intensity of the head-retraction is described as “ very marked ” 
in 13 cases, as “marked” in 23, as “moderate” in 17, and as “slight” 
in 8. In 45 its existence is noted, but not its ampunt; in all of these it 
was probably moderate or slight. It may be concluded, therefore, that 
in about half of the cases it is sufficiently great to excite immediate 
notice. 

As to the duration of head-retraction, we find that it lasted— 


Not over 1 week . 
From 1 to 2 weeks 


2 

3 

4 
6 
6 

7 

8 
9 


3 

4 
6 
6 

7 

8 
9 

10 


Over 10 


» 

J) 


In fatal 
cases. 

7 

3 
2 

4 
11 

5 
5 
3 
2 
1 
1 


In cases of 
recovery. 
0 
6 
8 
6 
6 , 

4 

3 

1 

0 

3 

10 


44 + 47 = 91 cases. 


The figures for the cases known to have been fatal are accurate; 
those for the cases of recovery are no doubt too low, for in some cases the 
patient was seen on only one occasion, and probably in many instances 
attendance ceased before absolute recovery, even as regards this single 
symptom. And some of these may have been fatal later. 

The figures indicate that in one-fourth of the fatal cases the head- 
retraction lasts less than two weeks, but in one-half ct lasts from four to 
seven weeks. On the other hand, in one-half of the cases which ended 
in recovery it lasted from one to five weeks, and in one-fourth over ten 
weeks. 

The retracted position of the head is due t« the tonic contraction of 
the posterior cervical muscles, probably of the complexus and other deep , 
muscles rather than of the trapezius, on each side. Tense muscle can 
usually be felt distinctly in this position. An attempt on the part of the 
physician to bring the head forward is almost always painful to the child, 
and often causes a cry, especially in the earlier stages of the disease. 
Even ordinary handling of the child, as in washing it, causes much dis¬ 
tress ; only when left quite undisturbed does it seem free from pain. As 
the retraction of the head begins to pass off, this tenderness disappears ; 
the head piay then be brought forwards gently without causing any sign of 
pain. At a later stage still the head seems t® drop back rather than to 
be drawn back, its position being now due apparently to wgakness of the 
cervical muscles, and no longer to any spasm. Often it is difficult to say 
precisely when the one condition passes into the other. 
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Ocular symptoms. —1. Strabismus. —This is a frequent symptom. 
We have notes of its presence in 36 cases (convergent 17, divergent 11, 
■direction not stated 8)^ and it was reported to have been present, but was 
not observed by us, in 5 other cases, making 41 in all. It is much less 
commonly due to definite paralysis of ocular muscles than is the case in 
tuberculous meningitis. Other abnormfil positions of the eyes were 
noticed occasionally. In 1 case both eyes were turned upwards; in 2 
•cases both were turned downwards; in 3 there was conjoint deviation 
to the left; in 1 to the right; in 2 there were independent movements 
of" the eyes. In several cases there was marked retraction of both upper 
eyelids, giving the eyes a staring appearance, such as is seen occasionally 
in exophthalmic gpitre (“ Stellwag’s symptom ”). 

2. Nystagmus. —*This phenomenon is more common in posterior-basic 
meningitis than in tuberculous meningitis. It consists of oscillations of 
the eyeballs, usually conjoint, in rare cases affecting one eye only or 
almost so, spontaneous and casual and not merely during forced voluntary 
movement in one direction, as in insular sclerosis. In a few cases we have 
•observed simultaneous contractions of the orbicularis palpebrarum. We 
noted some variety of nystagmus affecting both eyes conjointly in 20 cases 
(lateral in 6 ; vertical in 4 ; upwards and to the right in 1; rotatory in 1 : 
<iirection not noted in 8). We observed nystagmus of the right eye alone 
in 1 case, and nystagmus of the right eye mainly with much slighter 
conjoint affection of the left in 1 case. In 4 cases in which we did not 
detect any nystagmus there was reason to believe that it had occurred at 
an earlier period ; in 2 the eyes “ had been rolled about,” and in 2 others 
they had “ twitched.” Thus there was more or less evidence of nystagmus 
in 24 cases. 

In one case (P.M. 23), in which trephining was done over the left lobe 
of the cerebellum, a few hours after the operation the left eye was strongly 
drawn down and affected with vertical nystagmus : next day this eye was 
not depressed, and both eyes showed slight vertical nystagmus. This 
resembles the effect noticed by Ferrier of electrical irritation of the 
cerebellar cortex in monkeys: “ Frequently after the application of the 
electrodes a condition d nystagmus comes on, and lasts for some time ” 
(Ferrier, Functions of the Brain, p. 191). 

3. Pupils. —We found the pupils equal in 45 cases, unequal in only 7. 
It is possible that this inequality was physiological. 

In 26 cases the pupils were of normal size (2 to 3J mm.); in 26 cases 
the pupils were small; in 17 cases they were large. 

In 23 cases we noted that the pupils responded normally to light; in 
11 we found this reaction sluggish, and in 3 it tended to be of an 
oscillating character. 

If the pupils are affected at all in the earlier part of the illness, they 
tend to contraction; at^the later period, especially if hydrocephalus 
cause compression of the brain, they may become dilated ar»d inert. On 
the whole, afterations in the pupils are less common than in tuberculous 
meningitis. 
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4. (yptic discs .—We have notes of the condition of the optic discs in 
42 cases, in some of which they were examined several times. In 27 
cases they seemed to us to be quite normal. In 8 cases they were 
decidedly pale, but clear-edged, and in 3 of these* there was also pallor 
round the disc or along the course of the retinal vessels. In 3 of these 
cases our opinion was confirmed by Mr. Marcus Gunn, and in 4 others by 
Mr. Donald Gunn. . In 4 cases there was deficient clearness of edge, and 
in 3 distinct optic neuritis. Thus, out of 42 cases, there were only 7 
which showed any evidence of inflammation of the optic papillae, and in 
only 3 was this inflammation distinct. 

This rarity of optic neuritis in posterior-basic meningitis is in marked 
contrast to its frequency in tuberculous meningitis, and is most remark¬ 
able ; for the inflammation at the base of the brain tx'tends forwards in 
many instances quite up to the optic commissure, which may be found 
surrounded by inflammatory lymph. This contrast seems to us to have 
a very important bearing on the yet imsolved problem of the causation 
of optic neuritis. 

5. Amaurosis .—Although optic neuritis is rare, yet blindness, more 
or less complete, is not uncommon in posterior-basic meningitis. If the 
cornea of the infant be threatened by the finger of the observer, it will 
often be noticed that no winking occurs until the eyelashes or eyelids 
are actually touched. The light reflex of the pupil in these cases is ofteri 
sluggish. 

Not seldom the blindness is quite distinct, and has even attracted the 
notice of the mothers. They say that the child “ takes no notice ” ; that 
is, that its eyes do not follow a moving object. This may continue some 
weeks, or even months, but it usually, perhaps invariably, passes ofi‘ if the 
child survive. 

Thus one child was said by its mother to have been “ blind the last 
two weeks,” and there was no winking when the cqrnea was menaced. 
A second at months after the onset of his illness “never notices,” but 
nine months later he was thought to take notice. A third “did not 
notice ” for some weeks. A fourth “ did not notice at the time of head- 
retraction.” A fifth, ten months after the onset, .and presenting signs of 
hydrocephalus, was apparently blind. The mother “ thinks its sight bad.” 
Three months later we noted that there was no winking when the cornea 
was threatened, but that the eyes did follow to some extent, and that he 
would grasp a finger held in front of him. Two years after the onset 
his vision was again apparently normal. In a sixth case, three months 
after the onset, vision was very doubtful. “Doesn’t blink. Looks 
towards the light, but mother thinks he does not grasp at things as he 
did five months ago.” A month later (then twelve months old) the mother 
thought he recognised her at two yards’ distance, but not beyond. A 
month latfir still the mother said that he coul^^ then recognise her across 
the room. After this he completely recovered. In a seventh case blind¬ 
ness was first noticed four weeks after the onset, and was* still present 
when we last saw the child ten months later (then aged 1 year 9 months). 
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“ Doesn’t flinch when finger is close to eye. Doesn’t follow with eyes, but 
follows sounds at once. Certainly blind for objects, but mother thinks 
there is sense of light.” In an eighth case, “ since the fit at onset 
(2 J years old), vision* has apparently been lost.” A ninth “ lost sight 
after four weeks, and is still quite blind (twelve weeks after the onset).” 
In a tenth case, two months after the onset, the child “ sees only light 
and darkness.” Three and a half months after the onset Mr. Gunn’s note 
was: “My impression is tha^ she sees objects, such as the hand, when 
fairly close to her face.” Five months after the onset we noted that she 
was “.blind.” The fontanelle was then distended and the sutures open. 
Four months later (at thirteen months old) the mother stated that the 
child could see a 4ight; but we found that she did not follow a watch or 
a hand near her fsfce, whereas she looked at once in the direction of a 
sound. In an eleventh case the child when first seen three months after 
the onset “ took no notice.” Three months later she was certainly blind, 
ariW it was thought that she had not even perception of light (hearing 
good). Six weeks later still she certainly had perception of light, and 
probably some vision of objects. 

It seems possible that the amaurosis may be due to inhibition of the 
functions of the lower visual centres—the anterior corpora quadrigemina, 
corpora geniculata, and posterior parts of the optic tWlami—caused by 
the inflammation in the subarachnoid space just above them, thus inter¬ 
fering with the conduction of visual impres.sions to the occipital cortex. 
This would not necessarily involve complete interruption of the light- 
reflex. 

6. Psewdogliorm .—The peculiar destructive inflammation of the eye 
which has received this name from the similanity of the inflammatory 
mass to a gliomatous growth in the eye, we have once met with in a case 
of posterior-basic meningitis. The right eye showed ciliary injection. 
The iris was pushed forwards conically, and was motionless to atropine. 
The pupil was occupied by lymph. With the ophthalmoscope a white 
mass and one small vessel were seen. The left eye was normal. The right 
eye had been in the same condition since the beginning of her illness 
nine weeks ago; three.weeks after an attack of measles from which she 
had, apparently, quite recovered. She became pale and cold, and looked 
as if she would have a fit; thirty-six hours later a fit occurred, followed 
by uncqpsciousness for several hours. She vomited much the next day, 
and repeatedly all the following week. The head became retracted on 
the day after the fit, along with the onset of vomiting. The retraction 
had remained unaltered for nine weeks, and during the last two weeks 
the head had increased in size. 

Otorrhoea.—Since one possible method of production of basic menin¬ 
gitis is by extension of inflammation from the middle ear when otitis is 
present, probably due jjirgely to spread of micro-organism# from the 
mouth, nose, and pharynx through the Eustachian tubes, it becomes of 
interest to t&certain how often a discharge from the ear occurs. M e find 
that otorrhoea is a rare symptom, and in most of the instances in which 
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it occurs is probably a mere coincidence. After the operation of para¬ 
centesis tympani it occurred three times, and in one or two others the 
operation revealed a small quantity of pus in the middle ear. But apart 
from operative interference otorrhoea occurred in only five cases. In one 
child there was discharge from both ears four months after the onset; it 
lasted only three days. In another, seven months after the onset, there 
was discharge of pus from the left ear; the child was fretful, costive, 
and vomited once, but the head was not retracted afresh. In a third, 
otorrhoea occurred “ some months ” after the subsidence of head-retraction. 
In all these instances the symptom was of no importance from the .point 
of view of etiology. lu a fourth case, however, so early as three weeks 
after the onset the left ear discharged thick yellow matter; the otorrhoea 
continued for five weeks; this may possibly have been started by an 
otitis which preceded the onset. In a fifth case otorrhoea was observed 
* four weeks after the onset. Both tympanic membranes were punctured, 
muco-pus and some blood escaping. Three weeks later the mastoid 
antrum was opened and drained on each side : muco-pus and granulation 
tissue (P.M. 36). 

On the other hand, we noted the absence of otorrhoea in 39 cases; 
and, as this is an obtrusive symptom, it was probably absent in the 
great majority of the cases in which we have no note on the point. 
It is, therefore, of rare occurrence. But its absence is not to be taken 
as evidence of the absence of otitis. 

“ Champing ” movements of the lower jaw, lips, and tongue.—Such 
movements, simulating the actions of sucking and mastication, are not un¬ 
common, and are sometimes very striking. They occur also in tuberculous 
meningitis. They are n»t confined to sucklings. We have seen them in 
children only three or four months old, but they were also frequent in a 
child aged one year and eight months ; very marked and persistent for at 
least two months in a child aged two years, and presept occasionally in a 
child aged five years. They may suggest to the parents the erroneous 
notion that the illness is caused by teething. Depression of the lower jaw 
and its return, often more or less -rhythmical, is the movement most 
frequently noticed; but movements of the lips ai>d tongue often accom¬ 
pany it. The mouth is usually kept closed meanwhile, but sometimes it 
is opened and shut frequently. Sometimes the tongue is protruded and 
retracted. Yawning is not uncommon. Grinding of the teeth sojnetimes 
occurs. It is possible that these movements may be the reflex result of a 
sensation of taste excited by irritation of the olfactory (and gustatory %) 
centres situated in the region of the tip of the temporo-sphenoidal 
lobe. Several of the autopsies above reported revealed lymph or 
cicatricial thickening on the tips of these lobes. But it may also be 
due to direct irritation of the cortical motor centres for the tongue and 
lips. 

■ Tonie spasm.—Tonic spasm is a very characteristic feature of 
posterior-basic meningitis. As affecting the muscles of tfle neck and 
giving rise to retraction of the head, it is present in practically every case 
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of the disease; at all events, it ■would not be safe to diagnose meningitis 
of the posterior base if this symptom were absent, and in cases proved to 
be of this nature by autopsy it has almost always been present at some 
period of the clinical history; though we sometimes meet with cases of 
meningitis of the convexity, which has spread down to the posterior base, 
in which retraction of the head had been almost absent. Intense 
inflammation of the convexity may cause little or no retraction of the head 
if the posterior base be but slightly affected; while in cases of vertical 
meningitis there may be well-marked head-retraction if there is much 
lymph about the pons, medulla and vermiform process. The importance 
of this sign was pointed out twenty years ago, in a paper by Dr. Gee and 
one of us (Barlow) on “ Cervical Opisthotonos of Infants,” published in 
the St. BartholomJtw’3 Hospital Reports for 1878; also in a paper on 
“ Simple Basic Meningitis in Infants,” read by one of us (Lees) before the 
St. Mary’s Hospital Medical Society in 1882. Retraction of the head 
occasionally occurs in tuberculous meningitis also, but at a later period, 
with less intensity, and with much less persistence; it perhaps indicates 
the spread of the inflammation to the region of the posterior base, or to 
the anterior end of the superior vermiform process. But we have 
seen a few cases of tuberculous meningitis with persistent head-retraction, 
and have found in them an unusual amount of tuberculous deposit at 
the posterior base of the brain. The presence of this symptom is not, 
however, conclusive evidence of the existence of meningitis of the posterior 
base, for in P.M. 50, though the retraction of the head had been extreme 
and very persistent, yet hardly any lesion was found, except distension of 
the ventricles and subarachnoid spaces with watery fluid. Moreover, wo 
have seen cases in which this symptom was relieved by puncture of 
the tympanic membranes so rapidly as to suggest that it is sometimes 
due mainly to otitis ; but in almost all fatal cases autopsy reveals 
meningitis, present or past. Yet in one instance (P.M. 23) the region of 
the posterior base was quite healthy, while the tympanic cavities were 
full of ■viscid pus, extending on the left side into the antrum of the 
mastoid; and in another (P.M. 48) there was evidence of severe otitis on 
both sides, while the .posterior base was normal; but there must have 
been inflammation in its immediate neighbourhood, for the fourth 
ventricle was obliterated by adhesions. 

In ^he rare cases of head-retraction occurring in enteric fever, of 
which we have seen two examples, the immediate cause is probably 
otitis. In cases of pneumonia in children, head-retraction, when severe, 
is probably due to meningitis; but slight head-retraction may be caused 
by otitis without meningitis. In one case we have observed temporary 
retraction of the head at the onset of infantile paralysis. 

Retraction of the head, even when very marked, is often unaccom¬ 
panied by any other foym of tonic spasm; the dorsal spin9 remaining 
straight and the limbs unaffected. But in some cases the muscles of the 
back and tliose of the upper and lower limbs become involved in the tonic 
spasm. The contraction of the dorsal muscles produces an opisthotonos, 
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which may be more marked than that seen in tetanus. In one case it 
was so extreme that the occiput was brought within two inches of the 
buttocks, the body of the child being curved round backwards to an 
extraordinary degree. We have once seen the opikhotonos accompanied 
by left-sided pleurotonos. 

Spasm in the limbs is usually present also, sometimes flexor, especially 
when transitory ; but generally extensor when persistent. The extensor 
spasm is quite as marked and frequent ^ the upper limbs as in the 
lower, which is in special contrast to the position of the upper and lower 



limbs respectively in the late rigidity of hemiplegia. The uppqr limbs 
may be rigidly extended while tlie lower are flexed, or flexed while the 
lower are extended; or all four limbs may be extended, or be flexed. 
Sometimes the limbs on one side of the body are rigid, while those of the 
other side escape. Occasionally the spasm is limited to a single limb ; 
thus one upper limb may be rigidly extended, while the other three limbs 
are nearly normal. When the tonic spasm of the upper limbs is moderate 
there is oftfen some retraction of the arm at the, shoulder, flexion of the 
elbow, partial flexion of the w^rist with decided flexion of the fingers and 
thumb, and pronation of the forearm. In a higher degree ol spasm the 
limb is adducted, rigidly extended, and superpronated, the fingers firmly 
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clenched and pressing into the palm, the thumb either flexed or extended. 
One upper limb may be in this condition while the other is only slightly 
stiff, and still eiipable of being used in what appears to be partly 
voluntary movement. Fine tremors of the upper limbs are sometimes 
observed. 

We have only once seen the hand in the tetany position ; in that 
case the fingers were afterwards flexed, and finally the “ claw-hand ” was 
observed before death. , 

In moderate spasm of the lower linilis all the joints may be flexed, but 



Fig J5>.—Hoa<l*n'tiactioii, maikeO oinsthotono^, ovifii-sion of limbs, siipmpionation (P.M 44). 


in more extreme spasm the whole limb is rigidly extended, the heels 
drawn up, and the foot inverted. When the tonic spasm of the spinal 
muscles or of the limbs is marked, periodical exacerbations of the spasm 
are not uncommon, in which the back becomes more arched, the limbs 
more stiff, and sometimes also the chest rigid and the jaws closed, re¬ 
minding the observer sti'ongly of the phenomena of tetanus. And in 
other cases in which the-fonic spasm is not permanent, there ate recurring 
“ fits ” of tonic spasm in which the limbs and back beedme rigid, and 
sometimes ("but not always) the head becomes more retracted. 

There are thus, in poster!or-basic meningitis, three characteristic 








5 z6 


SYSTEM OF MEDICINE 


forms of tonic spasm to be explained—retraction of the head, opisthotonos, 
extensor or flexor spasm of the limbs. With regard to these, three points 
should be noticed: first, that head-retraction is almost always present at 
some period of the illness, while tonic, spasm of the back or limbs is 
much less common; secondly, that even when head-retraction is marked 
and persistent, the other two forms of tonic spasm may be quite absent; 
thirdly, that marked opisthotonos is usually associated with both retraction 
of the head and tonic spasm of the limbs, ,but that opisthotonos may be 
absent and head-retraction slight when there is much rigidity in one or 
more of the limbs. 

It does not seem difficult to explain the head-retraction when there is 
inflammation at the posterior base, in the region of theHower part of the 
cerebellum and the medulla, just above the foramen fhagnum. Through 
the lower part of this space the first cervical spinal nerve passes outwards 
to escape from the spinal canal between the occipital bone and th6 
posterior arch of the atlas. This nerve supplies the deepest muscles 



Fio. 80.—Head-retraction, rigid extension of limbs, but no opisthotonos (P.H. 60). 

© 

connecting the uppermost cervical vertebrse with the occipital bone—the 
recti and obliqui muscles and the oomplexus. Both by direct irritation 
of this nerve by the local inflammation and by refl^ irritation of its 
nucleus of origin at the first cervical segment, a tonic contraction is caused 
in the muscles it supplies, and the head is drawn back. If the inflamma¬ 
tion implicate also the second and third cervical nerves, or their nuclei of 
origin, the more superficial muscles of the sam^ region, the splenius, 
trachelo-mastoid, and others, will become involved in the spasm, and 
finally the trapezius; the head-retmction will then be intense. 

A similar reflex spasm may doubtless be produced by irritation of 
other important structures in the near neighbourhood. Thus Prof. 
Ferrier (5) found that the application of a weak induced current to the 
anterior extremity of the superior vermiform process caused head-retrac¬ 
tion, with upward movement of the eyes, a tendency to extension of the 
legs, and some spasmodip movements of the arms. Similar phenomena 
and even opisthotonos were still more readily produced when the 
electrodes Irere applied to the corpora quadrigeqiina. Thus it is obvious 
that a focus of inflammation in the subarachnoid space overljdng the 
corpora quadrigemina, and just in front of the superior vermifbrm process, 
will readily pr^uce head-retraction, even though the cerebello-medullary 





SIMPltE MENINGITIS IN CHILDREN 


5*7 


cistern be free from inflammation. And the connections of the auditory 
nerve with the medulla and the restiform bodies make it easy to imagine 



Fia. 31.—Moderate heml-retractioii, flenor Bpamii of llmbe. 


how abnormal conditions of the auditory apparatus may excfte a reflex 
spasm of the muscles which retract the head, without any meningitis at all. 

The mulh less frequent occurrence of opisthotonos, and its association 
with rigidity of the limbs, seem to point to a different mechanism. The 
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opisthotonos is not due to spinal meningitis, for we have seen it very well 
marked in a case where the spinal cord was found normal at the necropsy 
(P.M. 31). Some of the post-mortem evidence already stated suggests 
that opisthotonos and tonic spasm of the limbs may be due to irritation 
of the cerebellum. In two of the six cases in which one or both of these 
phenomena were most marked, we were unable to obtain permission for 
an autopsy. In two others (P.M. 26 and 40) we found extremely dense 
adhesions at the posterior base, firmly upiting the cerebellum to the 
medulla and to the dura mater, and so to the bone at the foramen 
magnum; in one of these the cerebellum was hollowed out by- fluid 
pressure. In a fifth, however (P.M. 44), the only evidence of any 
special pressiire on the cerebellum was that the foiftth ventricle was 
much dilated, and in a sixth (P.M. 50) little wa# discovered except 
distension of the ventricular cavities and subarachnoid space. Yet 
the fact that the two cases in which the cerebellar adhesions were the 
most extensive and the firmest, were two of those in which opistho¬ 
tonos or tonic spasm of the limbs was most extreme, seems to 
suggest that the cerebellum may have been the source of these special 
developments of tonic spasm. No lesion of the cerebrum is known to 
produce opisthotonos or persistent tonic extensor spasm of the upper 
limbs; the late rigidity following hemiplegia is in the upper limbs always 
of flexor type. We have already pointed out the likeness of these forms 
of tonic spasm, with their remarkable temporary exacerbations, to the 
phenomena of tetanus, in which disease the early and marked affection of 
the motor division of the fifth nerve, with the accompanying rigidity of 
the facial muscles and the occasional paralysis of the seventh nerve, indi¬ 
cates clearly that the main seat of morbid action is in the pons, with which 
the cerebellum has such intimate connections. It may here be noticed 
that nystagmus and contraction of pupils, which we have shown to be 
frequent symptoms in posterior-basic meningitis, were observed by Ferrier 
when the cerebellar cortex was stimulated by a weak induced current. 
Hence we would suggest that the nystagmus and the contracted pupils 
observed in posterior-basic mefiingitis are due to excitation of the super¬ 
ficial gray matter of the cerebellum by the local inflammation; and that 
in the severer cases, in which the cerebellum is more profoundly affected, 
opisthotonos is caused by more intense irritation of its middle lobe, while 
tonic spasm in the limbs results from more intense irritation of tlv* lateral 
lobes. 

If these suggestions are correct, the phenomena observed in posterior- 
basic meningitis seem to throw some light on the normal functions of the 
cerebellum. For the tonic rigidity already described can only be an 
exaggeration of a normal action. If the cerebellum, irritated by disease, 
is capable of producing these tonic spasms, it is in the highest degree 
probable tlfat in health it exercises a constant l^t less marked influence 
of a tonic kind on the muscles of the back and of the limbs. For the 
dorsal muscles'a tonic co-ordinating influence is required in the acts of 
sitting, standing, and walking; it probably emanates from the central 
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lobe of the cerebellum, and especially perhaps from ^e large and bilater¬ 
ally associated “ roof-nuclei” 

With regard to the limbs, Dr. Eisien Eussell has shown that, in dogs, 
ablation of one lateral lobe of the cerebellum produces at first rigid 
extension of the anterior limb of the side of the lesion, a similar but 
much loss marked spasm of the posterior limb, and very slight spasm of 
the opposite posterior lifnb. The knee-jerk on the same side is exagger 
ated, that on the other side ^s for a short time lessened, afterwards 
exaggerated. There is also for a time paresis and some ansasthesia of the 
posterior extremities, and to a slighter degree of the anterior extremity 
on the same side as thait of the cerebellar lesion. From these experimental 
observations it seeMs to follow that in some way or other the lateral lobe 
of the cerebellum exfirdses normally a tonic influence on the muscles of the 
limbs on the same side. It is possible that this may be exerted indirectly 
through the motor cortex of the opposite hemisphere; but it seems more 
likely that the rigidity of the limbs observed in extreme cases of posterior- 
basic meningitis is the result of a direct downward effect on the anterior- 
horn cells of the same side of the cord, the “ cerebellar influx ” of Dr. 
Hughlings Jackson. 

Clonic spasm.—Convulsions (more or less general clonic spasm) were 
noted as having occurred at some period of the illness in 54 cases, and in 
26 of these they were the initial symptom. But we satisfied ourselves 
that many of the spasmodic attacks called by the parents “convul¬ 
sions ” were really paroxysms of tonic contraction such as we have 
described. These paroxysms are often accompanied by violent screaming. 
Yet it is certain that general epileptoid convulsions may occur in the 
early sti^ of both vertical and posterior-basic meningitis; in both they 
are doubtless of cortical origin. For even in posterior-basic meningitis 
there is often post-mortem evidence of slight inflammatory changes in the 
membranes covering the convolutions. In vertical meningitis the note¬ 
worthy fact that convulsions are not present in every case may perhaps 
be explained by the supposition that the cortical cells are paralysed or 
inhibited by the toxines produced by the microbic growth. 

In some cases convulsions are frequently repeated at the onset of the 
disease. At a later period convulsions are much rarer, and may be 
isolated. Sometimes they occim at the very end, not seldom with a rising 
temperature, occasionally with hyperpyreSda. 

There may also be clonic spasms affecting the eyelids, the face, hands, 
or'fingers, or two or more of these. In some cases the head is jerked 
forwards; in others the trunk is jerked forwards, as by a momentary 
opisthotonos. 

Pm^alyses. — Paralytic symptoms are occasionally mot with in 
posterior-basic meningitis, though they are much less common than 
spasm. The motor nervef of the oyel»ll are rarely, if over, ^ralysed, 
either in vertical or in posterior-basic meningitis. 

In .6 casra we have seen paresis of the facial nerve on one side, 
involving both upper and lower divisions of the nerve. In one of these 
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we tes^ the electrical reactions, and found distinct loss of response to 
faradism, with slight increase in the response to galvanism, as compared 
with the unaffected side. In none of the 5 was Jihere otorrhoea or any 
indication of disease of the petrous bone. It may Mrly be inferred that 
the paresis was the result of the implication of the facial nerve in the 
meningeal inflammation. 

Inability to hold the head erect is often ol>8erved during recovery 
from posterior-basic meningitis. There mfy also be inability to sit up. 

Paralysis of the limbs is rarely observed. In one case (age 3 months) 
the onset was by convulsions, after which the head was retracted, and 
there was complete palsy of the left arm and hand. The latter symptom 
passed away in about six weeks; its method of recov^^ was the reverse 
of that of an ordinary hemiplegia, the distal parts i^covering before the 
proximal. Movements of the fingers were observed by the mother a 
fortnight after the occurrence of the paralysis, movements of the hand ten 
days later. When we first saw the child, a month after the onset, it 
could move the hand and fingers but not the arm. There was moderate 
retraction of the head, some alternating squint, and some coarse nys¬ 
tagmus. Three weeks later there were distinct indications of hydro¬ 
cephalus, but the child could now move its left arm as well as the fingers 
and hand; the palsy had disappeared. Seven months later slight weak¬ 
ness of the left side of the face was observed. At a year old it was still 
unabljs to sit up without support 

C^ng and sereamlng.—Screaming is often observed at the onset of 
the meningitis. It may continue many hours—“ violently all day,” or 
“ during the whole of the first night.” It is then sometimes associated 
with convulsions. It is* always increased in violence if the child be in any 
way disturbed. When not moved the child may be quiet, but when it is 
lifted or turned, or its head is raised, sometimes even “ at the least noise,” 
the screams break out afresh. The screaming is su^ostive of severe pain; 
but it is well to remember that Perrier found (5) that even slight irritation 
of the posterior corpora quadrigemina always produced an outcry, “ the 
utterance of a short bark or cry on the slightest contact of the electrodes, 
and every variety of vocalisation when the stimulation is continued.” 
In other cases the pain appears to be less acute, but there is “much 
crying at first,” or the child is “ very fretful ”; in other cases, again, the 
symptom is completely absent. When present, it usually diminishes as 
time goes on, but sometimes it may recur at intervals for several weeks. 
In one instance it was “ marked throughout ” an illness of seven weeks; 
in another it was “marked from the beginning, and still present three 
months after the onset.” A child, aged 3 years, “screamed when 
approached four weeks after the onset.” It sometimes, but by no means 
always, accompanies the tetaniform tonic spasms. In one infant of five 
months, ^th chronic extensor spasm of tl{e right upper limb, the 
character of* the cry was very remarkable; it consisted of an occasional 
loud squeal, prolonged and rising in pitch, reminding lu oi the peculiar 
sound produced by a fog-siren. 
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Screaming may be p^ent at the onset only. Thus one bofi three 
lays after the onset by vomiting, screamed every five minutes for one hour, 
and his head became rotracted, but there was no return of the screaming 
throughout the case. 

In feebler children there may be merely a whining moan, more or less 
frequent. 

During the hydroce^alic condition, which is so apt to follow the 
acute disease, there is little or qo crying. Thus a child “ was very fretful 
during the first fortnight, but now the head is enlarging he seems well 
and cheerful.” Infants suffering from chronic hydrocephalus, whether 
congenital in origin or the result of basic meningitis, do not emit sudden 
outcries of pain, ^o this condition the term “hydrocephalic cry” is 
quite inapplicable. * Perhaps the reason for tbis is that the increase of 
intracranial pressure is very gradual, and is diminished by the yielding of 
the sutures and enlargement of the skull 

Respiration.—The catarrh which frequently precedes the onset of 
posterior-basic meningitis may involve the bronchial tubes and the air- 
cells, causing bronchitis and broncho-pneumonia; in this case the breathing 
will be more rapid than normal, but it will nevertheless remain fairly 
regular, exhibiting nothing more than the slight irregularity which is 
common in infants. At a later stage of the illness cerebral abnormalities of 
respiration are apt to show themselves. Occasional deep sighing inspira¬ 
tions may be observed. These are sometimes, but not commonly, 
associated with yawning. The sighing respiration may gradually pass 
into markedly irregular breathing, but the irregularity is often rhythmical. 
“ Cheyne-Stokes ” breathing is sometimes seen; thus in one infant of 
seven months there was a long slow wave of increasing and diminishing 
inspirations, about nine in all, followed by a pause; sighing was also 
present. Both tympanic memWnes were punctured, and two days later 
the Cheyne-Stokes rljythm was hardly noticeable. In another case we noted 
“ breathing in groups, much up. and down.” But wo have more frequently 
noticed a different tjrpe of cerebral breathing. It consists of a number 
—from two to six—of equal deep inspirations, followed by a pause of 
several seconds’ duration. Thus an infant of 4 months old (observed 
in 1878) “takes three or occasionally four deep rather noisy inspirations 
in quick succession, occupying five seconds, then in the following ten 
seconds ^ere is no breathing at all.” A week later we foimd “ the 
breathing in cycles still, two deep inspirations, then ton seconds’ interval. 
This child took large doses of iodide of potassium (3 grains every two 
hours), and made an apparent recovery; but it died unexpectedly three 
months later, and was then found to have hydrocephalus (P.M. 47). ^ In 
another child (in 1879) the periods consist^ of iJiree deep inspirations 
followed by a pause of twelve seconds. This child had “ sighed a great 
deal ” during the earlier part of its illness; it was also observed to yawn 
much. In an infant of jTo months (in 1882) three deep inspirations, 
occupying se^en seconds, were followed by a pause of seven seconds. 
Hero also much sighing had been present previously. In an infant of 6 
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monthl^(m 1885} five or six respirations were folloved by a jMiuse equal 
in duration to three respirations, then came a deep sig hin g inspiration. 
In another infant of 6 months (in 1887) the respirations were “ in a series 
of three or of four, followed by a long pause, at (he end of which a sigh 
often commences a fresh set,” 

This type of cerebral breathing differs from the “ Gheyne-Stokes ” in 
the absence of the ascending and descending rhythm, the grouped inspira¬ 
tions being of equal or n^rly equal deptL We have used the term 
“cyclical breathing” to distinguish this symptom, though we recognise its 
imperfection, for the Cheyne-Stokes breathing is also in cycles. 

Shordy before death the respiration may be exceedingly irregular; in 
an infant 5 months old the number of respirations vasied from eleven to 
fifteen in fifteen seconds,* and at very unequal intervals; the heart’s 
acti<m was also very rapid, about 240 (temperature 102°'9). 

When tonic spasm of the back or limbs is present, the muscles of the 
thorax may become rigid and impede the respiration, as in tetanus. 

Pulse.—^The frequency of the pulse in infants suffering from menin¬ 
gitis may be quite normal, or it may be much increased. In infants of 
not more than 12 months old we have often found a pulse-rate of 120. 
(which may be considered normal for the age), occasionally 130, 140, 160, 
170, 200, 220, and even 240. We have not found a slow pulse in chil¬ 
dren of this age; perhaps this indicates that the inhibitory control of the 
heart by the vagus is in these young children imperfectly developed. 

With regard to older children, a girl aged 1 year and 8 months had 
a pulse of 70 five days after the onset, of 110 (normal rate for her age) 
eleven days after the onset, and of 200 in the final convulsion, during 
which the temperature rose to 106°. A child aged 2 years and 4 
months had, at various periods, pulse-rates of 108, 150, 140, and 180. A 
child aged 3 years and 9 months had, in the eighth week of her illness, 
a pulse of 96 “with four intermissions in a quarter of a minute.” 
Previously it had been regular, and at a rate of 128. In the tenth week 
it was again 128, feeble and regular. A child aged 5 years, whose 
normal pulse-rate should have been about 100, gave in five observations 
the following numbers—56, 82, 120, 84, 76. ^ere we see clearly the 
inhibitory action of the vagus on the heart. 

Vaao-motop phenomena.—Spontaneous flushing is sometimes very 
marked in cases of meningitis, but the symptom is by no met^s so fre¬ 
quent, either in the vertical or posterior-basic class, as in tuberculous menin¬ 
gitis; in some it seems to be entirely absent. Sometimes hypersemic 
areas of skin are produced where pressure has been applied. The 
phenomenon usually, but very incorrectly, described as “ tache o4r4brale ” 
is sometimes quite ^tinct, but often absent. 

TempepatOFe.—^In the rapidly fatal course of vertical meningitis the 
temperatflue often rises quicMy, attaining 1^° or mora In one ease, 
illness only forty-seven hours, it was 107°. In a second case, illness six 
days, the temperature was never lower than 101°, and it* rose to 106° 
just before death. In a third case, illness ten days, it was 106° on the 



SIMPLB MENINGITIS IN CHILDREN 


533 


second day, 104° on the third, 103° on the toxvcth, 101° on the fifth, and 
100°-6 on the sixth. On the ninth day it was only 99°. 

In the leas yiolent oi^et of posterior-basic menin^tis the pyrexia is more 
moderate unless broncho-pneumonia is present also. In one case which 
ended in recovery, the temperature at first was on more than one occasion 
106°, but this was explained by dull patches in the lungs. If there be no 
pneumonia, the pyrexisi ^ven at the onset, is usually slight. Afterwards 
the temperature is proue to be vpry irregular. Thus in one case during the 
first week it ranged from 98° to 101°; in the second week it was nearly 
normal.; in the third week quite normal; in the fomth week 98° to 100°; 
in the fifth week 102°; and on the day of death 106°‘5. In another case 
the temperature in^the fourth week varied from 98° to 100°, with a rise 
to 102°*6 for one day*(with marked increase of vomiting); in the fifth week 
the average was lower, and maximum 100°; in the sixth week mostly 
subnormal (but with one rise to 100°); in the seventh week subnormal, 
but a sudden rise (with a convulsion) to 107°‘2 occurred twenty-four 
hours before death, then a fall to 102°-5, and a rise to 103°-2. 

Terminal hyperpyrexia is not uncommon; we have notes of its 
occurrence in seven cases: the two highest recorded temperatures wore 
107°-8 and 108°. 

In the cases which last for many weeks the temperature becomes 
normal or subnormal; before death it may bo as low as 96° or even 95°, 
taken in the rectum ; in one instance it was 95° for three days, and 88°'8 
just before death. 

Abdomen.—In many cases the abdomen is normal in appearance; in 
a few it is more or less retracted. The extreme retraction so character¬ 
istic of tuberculous meningitis we have never Seen in posterior-basic 
meningitis. . 

Vomiting is a frequent, almost an invariable, symptom. It nearly 
always occurs at orasoon after the onset, and is then sometimes severe. 
Subsequently it may occur once or twice daily for three or four weeks 
together; or in periods of a day or two, during which it may be 
incessant. 

Bowels. —In about half the cases the frequency of defsecation was 
normaL In some instances there was a little diarrhoea, especially from 
intestinal catarrh at the onset. In the later stages of the disease there is 
greater t^dency to constipation, but it is rarely very pronounced. ^ Con¬ 
stipation is not nearly so frequently present as in tuberculous meningitis. 

Urine. —In the cases in which we have examined the urine there has 
been nothing abnormal. 

Skin.—In most cases no eruption is observed, but in a few an ill- 
defined eiythema occurs. Herpes is very rare in this disease, which is 
noteworthy considering its frequency in the epidemic form. 

Reflexes. —The knee-j^rks are probably always present, fhd often 
increased. The plantar reflexes are sometimes feeble. * 

Joints.—fn rare cases, especially of the acute vertical class, one or 
more joints may be affected, suggesting a pyaemic state; and in three 
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instances we have found after death small purulent collections in joints 
or tendon-sheaths. In the more chronic posterior-basic cases we have 
ooca 8 ionall 7 observed slight but definite thickening over the region of the 
junction of the shaft and upper epiphysis of tM humerus; also in the 
neighbourhood of the tendon-sheaths on the back of the wrist. It is 
remarkable that in the progress of the disease this thickening may so far 
subside as to be no longer clinically distinguishable. 

Wastlngr.—Marked wasting is often a^feature of meningitis, especially 
in the chronic cases. Sometimes it may be accounted for by persistent 
vomiting, occasionally by diarrhoea; but it is often greater than the 
amount of vomiting will explain, and sometimes it is extreme when there 
has been hardly any vomiting and no diarrhoea, and even when the child 
has been carefully fed and tended in hospital Tlfal, a child aged two 
years, admitted into hospital a fortnight after the onset of his illness, 
and then described as “ plump,” though he was carefully fed and had no 
vomiting or diarrhoea during the eight weeks he was in the hospital, 
wasted steadily, and at death was in a condition of extreme emaciation. 
Children which recover often remain emaciated for many weeks after the 
subsidence of all active symptoms. 

Hydrooephalus.—The post-mortem evidence described in this article 
proves that distension of the cerebral ventricles with fluid is a very 
frequent result of posterior-basic, though not of verticdi meningitis. 
The .character of this fluid varies. Sometimes it is turbid, containing 
floating fibrinous flakes, and in the lower parts of the ventricles what 
may f^ly be called pus. Fluid of this description is obviously in part 
of inflammatory origin. In other cases the fluid which distends the 
ventricles is nearly transparent, is of very low specific gravity, and 
contains but a very small amouq,t of albumin. When this is the 
character of the fluid, some obstruction will almost invariably be found 
in the narrow passages by which the ventricles are,connected with each 
other and.with the subarachnoid space;—at the exits from the fourth 
ventricle, in the iter, in the fourth ventricle itself, in the posterior sub¬ 
arachnoid space, around the upper cervical cord; rarely at the foramen 
of Monro. Here the hydrocephalus is due to retention of fluid normally 
secreted. This distinction will be made evident by the following 
analyses of ventric ula r fluid from two cases of posterior-basic meningitis* 
under our care; the analyses were made by Dr. Vaughan Harley. 

In the first case the fluid, removed by aspiration from the lateral 
ventricle during life, was of a pale straw colour, containing some deposit 
of fibrin; its specific gravity was 1009. On analysis Dr. Harley 
found;— 

Water ...... 97‘256 per cent 

Toteft solids . . . . 2'744 „ 

(Ffoteids 1‘426) 

_ ti 


100 
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This resalf he contrasts with the analysis of cerebro-spinal fluid from 
a spina bifida obtained by Hoppe-Seyler, as follows ;— 

Water ...... 08*749 per cent. 

Total solids ..... 1-261 „ 

(Proteids 0*162) 


100 

Dr. Harley points out that the higher specific gravity of the fluid 



Pro. 82._HydrocenhaliM with dUtenalon of ventricles caused by adlieelone cloaliig the fonuneii of 

HMendleT (An Inolelon has been made through the valve of VieuseonH, to tte 

t^fourth wntricle.) No recent lymph. Symptoms of meningitis six months before death. 


analysed by him, and the larger quantity of proteids present in it, indi^te 
that it was, partly at all events, of inflammatory origin. %t the fact 
that the specific gravity is still low seems to suggest that, though it 
contained inflammatory products, it consisted mainly of cerebro-spinal 
fluid. 












536 


SYSISM OF M&DICINF, 


In the second case Dr. Harley’s analysis gave the fofiowing result: 
spedfio gravity, 1003; water, 98*896 per cent; solids, 1*106 per cenh 
This was therefore pure cerebro-spinal fluid, and in this case the hydro¬ 
cephalus must have been due to simple accumulatten caused by obstruc¬ 
tion. Though the obstruction had been caused by inflammation, the 
hydrocephalic fluid was not of inflammatory nature. 

In a case of posterior-basic meningitis, recently under our care at the 
Hospital for Sick ChUdren (P.M. 46), the cerebro-spinal and lateral 
foramina were closed, and the ventricles* were greatly distended with 
clear fluid. Ten ounces of this were collected, and about four ounces 
more escaped. The specific gravity was 1010. Cold nitric acid ^ve a 
slight cloud. After concentration by evaporation, % distinct copper- 
reducing action was obtained. This reaction is very characteristic of 
cerebro-spinal fluid: it is not due to sugar, as was formerly thought, but 
probably to pyrocatechin (CgHgO,) (7). In the presence of this substance 
and in the peculiarity of the protoids (globulin, albumose, occasionally 
peptone, rarely albumin, never fibrinogen) cerebro-spinal fluid differs, 
according to Dr. Halliburton, frpm the fluids of the serous cavities, 
which “may be briefly described as diluted blood - plasma,” and are, 
“ like normal lymph, transudations from the blood.” He therefore con¬ 
cludes that cerebro-spinal fluid is not a transudation but a secretion. 
How is this secretion produced? We would suggest that the choroid 
plexuses are an apparatus for filtering off watery fluid into the 
ventricles, analogous to the glomeruli of the kidney which filter off 
watery fluid into the renal tubules. Each of the four ventricles is 
provided with a choroid plexus of its own. Such a plexus consists of a 
mass of blood-vessels fr^ly supplied with arterial blood. Those of the 
lateral ventricles, which are by far the largest,* have a double arterial 
supply to each, from the internal carotid and from the terminal branches 
of the basilar. This endowment seems to imply a function of special 
importance. A^n, the epithelium of the ventricles “clianges its chapter 
vrhere it covers the plexuses. It is there composed of large spheroidal 
cbrpirscles, in each of which is seen, besides a distinct nucleus, several 
yellowish granules, and one or more dark round oil-drops” (13). This 
must surely be a seoreting epithelium. It is pro^Kible t^t by means of 
the choroid plexuses a constant secretion of watery fluid into the 
ventricles is kept up, in order to maintain the water-bed on which the 
brain rests and the water-cushion which surrounds the cord wiUhin the 
spinal theca. One of our cases (P.M. 48) suggests that when the 
choroid plexuses are much injured, or compressed by inflammation, the 
flow of cerebro-spinal fluid may be considerably diminished. This patient 
recovered temporarily from an attack of posterior - basic meningitis 
and seemed in good health for seven months, though the fourth 
ventricle 1)^ become obliterated and hydrocephalus had resulted; the 
choroid plexp^s were found to be cystic. If ilhe cerebro-spinal fluid is 
being constantly secreted, it is necessary that it should btf as steadily 
drained away and absorb^. The ventricular cavities communicate witli 
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the general subarachnoid space by means of the cerebro-spinal foramen 
and the two lateral foramina of the fourth ventricle, and by these alone. 
“ Injections into the subarachnoid space of the cord,” say Key and 
BetziuB, “produce co&plete filling of the interior of the whole velum 
interpositum quite up to the lateral choroid plexuses which course at its 
edge in the lateral ventricles, but the injection never penetrates into the 
choroidal tufts themselVes, either here or in the median plexus of the 
third ventricle.” Thmre are therefore no issues from the lateral ventricles 
into the subarachnoid tissue vnthin the velum interpositum; and it is still 
doubtful whether the cleft in the pia mater along the descending horns, 
described by Merkel and Mierzejewsky, really exists (14). 

Thus the onlja escape for fluid from the lateral and third ventricles 
is through the itef,«tbe fourth ventricle, and its three openings into the 
posterior subarachnoid space, and so into the meshwork of subarachnoid 
tissue extending under the base of the brain, and into the large sub¬ 
arachnoid space surrounding the spinal cord in its whole length. Hence 
it exudes along the lymphatic sheaths of all the outgoing nerves, both 
cerebral and spinal The small diameter of the passage connecting the third 
and fourth ventricles ensures that the flow of fluid from the lateral 
ventricles to the base of the brain shall not be too rapid. Thus there is 
provision for a steady, slow, and effectual drainage of the fluid secreted 
by the choroid plexuses. The necessity for this drainage is probably 
greater in infancy, while the still developing brain demands a more 
active blood-supply, in which the choroid plexuses will participate, than 
in later life. The cerebro-spinal foramen is much larger during the first 
year of life than it is afterwards, as may be seen in the accurate drawings 
appended to the first of the lectures on “ Best and Pain ” delivered by Mr. 
Hilton thirty years ago; we may add that in his second lecture he 
gave an excellent illustration of the closure of this foramen by cicatricial 
membrane, and degcribed the hydrocephalus which resulted. In adults 
the foramen is very small, “about the size of a pin’s head, sometimes 
larger,” as was pointed out by our colleague Dr. Dickinaon. In the 
horse the cerebro-spinal foramen is normally closed, and this fact has 
been used as an arguiqent against the dependence of hydrocephalus on 
obstruction of this foramen; but Key and Betzius have demonstrated 
that in this animal, though no median opening of the fourth ventricle 
exists, t^e two lateral openings are large. 

We may here add that cerebro-spinal fluid, as obtained from any 
point below the fourth ventricle, cannot be an absolutely pure secretion; 
it must contain waste products resulting from cerebral metabolism, for 
into the subarachnoid space surrounding the brain open the lymphatic 
sheaths of all the cerebral arteries, and Dr. Bevan Lewis has shown 
that the nerve-cells of the brain are placed within “ pericellular sacs,” 
each of which has a definite lymphatic connection with the watt of a small 
blood-vessel. Thus the miid obtained from a spina bifida must contmn a 
small amouift of waste products from the brain; but the alteration in its 
chemical composition thus produced will be but trifling if the secretion of 
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fluid by the choroid plexuses is active and constant. This’explains why 
the fluid obtained from a spina bifida by Hoppe-Seyler contained a 
slightly greater percentage of solids and a slightly smaller percentage of 
water tlum the second specimen of hydrocephalic *fluid analysed by Dr. 
Harley, and seems to prove that the latter was the pure secretion of 
the choroid plexuses. 

It is impossible for any absorption of cerebro<epinal fluid to occur in 
the choroid plexuses, for their free arterial supply must keep the blood 
in these vessels under high pressure; and to whatever extent the 
pressure of the ventricular fluid may increase in chronic hydrocephalus, 
it can never equal that in the arterioles, or the cerebral circulation 
would cease. To us it seems as absurd to suggest »that the choroid 
plexuses absorb as well as secrete, as it would be «t6 make the same 
suggestion with regard to the glomeruli of the kidney. 

Nor is it likely that much, if any, absorption of cerebro-spinal fluid 
is effected by the veins. While the arterial plexuses project into the 
ventricles and are merely covered with a layer of modified epithelium, 
the veins which receive the blood from these plexuses—the “veins of 
Galen ”—are withdrawn from the ventricles into the interior of the velum 
interpositum. Even where this structure forms the roof of the third 
ventricle the ependyma is still continuous beneath, and it seems unlikely 
that any great amount of transudation occurs through it. We have 
only once found evidence of compression or thrombosis ,of the veins of 
Galen, and in that case (P.M. 40) extensive adhesions, obliterating the 
drainage-channels, existed also. We believe that the current explanation 
of the production of hydrocephalus by obstruction of these veins has no 
basis of fact. It is of*course possible for a tumour to press on these 
veins, but such a tumour will almost inevitably compress the iter or the 
fourth ventricle; in this case hydrocephalus will certainly be produced. 
Similarly compression or thrombosis of cerebral ^sinuses does not 
produce distension of the ventricles unless the drainage-channels be 
interfered with. We may add that, if hydrocephalic fluid were a cerebral 
dropsy resulting from venous obstruction, it ought to contain a larger 
amount of albumin. 

There is, however, another anatomical arrangement by means of which 
excess of fluid in the subarachnoid space surrounding the brain may 
escape, and that is through the arachnoidal villous processes, figured by 
Key and Betzius, which project into the sinuses of the dura mater, 
especially the longitudinal, in great numbers, but which only attract 
attention when much hypertrophied, being then known as “ Pacchionian 
bodies.” Key and Betzius have demonstrated, by means of injections of 
coloured fluids into the subdural and subarachnoid spaces respectively of 
the spinal cord, that each of these spaces communicates in the arachnoidal 
villi with cthe sinuses of the dura mater, and that fluids thus injected 
escape into the blood-current within these sifiuses. These arachnoidal 
villi exist in early life, but they are apparently less develo|ted than at a 
later period; and it is possible that they are physiologically of minor 
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importance in infancy. Probably their efficient action is interfered with, 
when the ventricles become distended, by the resulting pressure on the 
cortex of the brain and its membranes. 

As further evidetice of the production of chronic hydrocephalus by 
obstruction of the drainage-channel, we add brief notes of two cases in 
which it was caused by blocking of the cavity of the fourth ventricle by 
a tumour of the middle lobe of the cerebellum. 

Case I.—Emily B., aged % years, fell and struck the back of her head 
against a form, seven weeks before her admission into hospital. Headache 
came on next day and had continued ever since ; it was frontal (not occipital). 
No vomiting or, constipation. Cannot now walk or even sit up. Sight 
gradually impaired •, blind last ten days. On admission, no paralysis of limbs 
or face. Marked optic neuritis in both eyes. Pupils rather dilated, quite 
motionless to light or darkness, but act readily with accommodation. Frontal 
headache. Intelligence good. While in the hospital convergent strabismus 
was seen ; pulse irregular at times ; motions and urine passed in bed. No 
vomiting. On the nineteenth day after her admission, her breathing became 
slow and her face blue; finally the respiration stopped and she was cyanosed, 
but the heart was still acting. Artificial respiration kept her alive for an hour, 
and improved her colour and her pulse ; but when it was given up she died. 

P.M.—Convolutions flattened. Lateral ventricles distended with clear 
fluid. Foramen of Monro, third ventricle, and iter all distended. Iter 
admitted a lead^pencil. Valve of Vieussens thin, almost membranous. A tumour, 
size of ah apricot, occupied the lower part of the middle lobe of the cerebellum, 
and encroached equally on the two lateral lobes. It was spherical, gelatinous- 
looking on section, with some yellowish spots in its centre, and a distinct 
border. It grew into the fourth ventricle, filling jt completely, and pressing 
out the anterior wall of the ventricle into a concave surface fitting over the 
round tumour. It did not reach the posterior surface of the middle cerebellar 
lobe. Cerebro-spinal foramen quite obstructed internally. No meningitis. No 
tubercle anywhere.* Viscera normal. 

Case IL—Bose C., aged & years, fell down an area four months before her 
admission into hospital. On admission has headache. Cannot stand ; sways 
and falls, usually backwards. Pupils act to light. Knee-jerks absent. Slow 
nystagmus when she leoks to either side. Mental faculties seem defective. 
Optic discs normal. Two months later optic neuritis appeared in both eyes, 
and there was vomiting for four days. A month later still swallowing was 
difficult and there was some paresis of right side of face. She gradually became 
very lewargic, with widely-dilated and motionless pupils, and was for several 
weeks before her death only semi-conscious, with convergent strabismus. 

P.M.—Convolutions flattened. Lateral ventricles much distended with 
clear fluid. Corpus callosum very thin. Third ventricle dilated. Iter some¬ 
what dilated. Cranial ganglia and nerves normal. Lateral lobes of cerebellum 
normal. Middle lobe almost entirely replaced by a tumour almut as large as a 
Maltese orange, probably gliomatous. The tumour h^ grown forwards, and 
quite obliterated the cavitjr of the fourth ventricle, having become adherent to 
its floor, but it could be separated from it without much difficulty. It ^tendec 
as far forwards as the valve of Vieussens, but had not affected the fourth nerves 
or the corpora quadrigemina. The posterior surface of the middle lobe was 
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normal, but the tumour was immediately beneath. Cerebro-spinal foramen 
open and-normal. No meningitia An anterior mediastinal gland, of the size 
of an almond, was apparently infiltrated with new growth; its section was 
gelatinous-looking, not caseous. No other glands affectda. Viscera normaL 

In posterior-basic meningitis a study of the post-mortem results seems 
to affoi^ absolute proof that the accumulation of %uid is due to obstruc¬ 
tion of the drainage-channel. When the .obstruction closes the issues 
from the fourth ventricle, or fills the posterior subarachnoid space, or 
glues together the spinal membranes, the fourth ventricle is distended 
along with all the others. (In many cases we have found also obstruction 
of the iter; and in P.M. 44, closure of the foramen of Monro in addi¬ 
tion.) Where the obstruction is only at the iter, aS *in P.M. 14, 22, 
and 31, or the cavity of the fourth ventricle is obliterated by adhesions, 
as in P.M. 48, the distension affects the lateral and third ventricles 
only, the fourth being not dilated. In P.M. 3G the lower part of the 
fourth ventricle was obliterated by adhesion and the upper part 
distended, with the iter and other ventricles, by clear fluid. But the 
lateral ventricles never escape distension when the fourth is distended, 
which depends upon the fact that the only escape for fluid in the lateral 
ventricles is through the fourth into the subarachnoid space. When 
more than one obstruction exists, the fluids in the cysts thus formed may 
differ in character, as in P.M. 33. In the subarachnoid space of the 
cord localised collections of fluid may be found, limited by adhesions of 
the spinal membranes. 

In some cases of chronie hydrocephalus, which at first sight seem to 
be of congenital origin, *careful inquiry elicits a history of symptoms 
pointing to posterior-basic meningitis at a very early period of infancy. 
Thus:— 

Joseph F., aged 12 months, has marked hydrocephalua The circumference 
of his head measures 22 in., over the vertex from meatus to meatus measures 
1in.; the anterior fontanelle is very large. When three months old he had 
an illness, in which his head was drawn back and he aquinted; he cried much 
for three weeks. Three weeks later it Was observed that his head had begun 
to enlarge. The enlargement has steadily increased. 

Herbert S., aged 17 months, has a very large head (measurements 22^ and 
15^). When six months old he cried much for a fortnight, and seemed to have 
pain at the back of his neck. The head was drawn back, and he screamed if a 
hand was put under his neck to raise him, or if the head was moved in any 
way. After this the head grew larger every week until he was fourteen 
months old. 

Qeotge A., 10 months old, has a large head (measurements 20^ and 14), 
and has onljMust begun to put his hand to his mouth. Nystagmus is present. 
He was an eight months’ child. At one week old he^^iad jaimdice and frequent 
general convuhfiona At three weeks old he would not allow his^ head to be 
raised, “always wanted to be lying.” At about two months old it was 
observed that his head was too large, and it has progressively increased in size. 
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Even in ^ cases of hydrocephalus undoubtedly congenital there is 
reason to believe that some are due to meningitis occurring during intra¬ 
uterine life. For instance;— 


Ellen B. was found to have too large a head when only two weeks old. At 
two months old the fontunelle and sutures were distended, and the measurements 
were 18 J and 12 in. There was much atrophy of the choroid in both eyes. 
At 4-^ months old 4 oz. of fluidf were withdrawn by aspiration ; it was watery, 
transparent, of specific gravity 1010, and contained albumin. Three weeks 
later ’she died f^m diarrhoea. P.M.—No fluid in subdural spoca Large 
accumulation of fluid and only a very thin layer of brain-substance beneath the 
membranes; corpi]s,callosum absent When the fluid was removed the basal 
ganglia were seen, and the third ventricle somewhat dilated. The iter was 
pervioua The fourth ventricle was twice its ordinary size. Immediately 
below the fourth ventricle the overlapping edge of the cerebellum was firmly 
united by fibrous adhesions to the m^ulla oblongata. It is highly probable 
that these adhesions were of inflammatory origin, and that the inflammation 
occurred during intra-uterine life. 

Florence O., at three months old, had a very large head, nystagmus, and 
large patches of choroidal atrojdiy in both eyes. She died at six months old, 
the circumference of the head being then 25 inchea P.M.—The head contained 
98 ounces of clear fluid, partly above the cortex, but mainly in the ventricular 
cavity (the two lateral ventricles forming one cavity). Third ventricle slightly 
dilat^; it held water. Fourth ventricle not dilated. It was found that a 
membranous septum stretched across the iter, obstructing it completely. There 
can be no doubt that this also was a case of congenital hydrocephalus, and it 
seems probable that it was caused by the partition across the iter. This may 
have been due to intra-uterine inflammation. T8e mother had had scarlet 
fever when three months pregnant with this child. 


We have now given aufiScient proof of our assertion that in almost 
every case in which posterior-basic meningitis causes hydrocephalus some 
definite obstruction in the drainage-channel of the brain or cord will be 
found, if the necropsy Ije carefully made. We lay stress on this condition ; 
for if the brain be removed in the ordinary way it may bo impossible to 
decide accurately whether the cerebro-spinal foramen be open or closed ; 
and if l^e spinal cord be neglected an adhesion of the spinal membranes 
may be overlooked which may account for hydrocephalus with no apparent 
obstruction within the brain. When the skull-cap has been removed, a 
wedge-shaped piece of the occipital bone should be cut away extending 
down to the foramen magnum; the posterior arches of the three 
uppermost cervical vertebrse must then be cut through, the dura 
mater carefully divided, and the condition of the subjacent arachnoid 
accurately noted. Division of this membrane reveals the condition of the 
posterior subarachnoid space. If thenr the cerebellum be gently raised 
from the mSdulla, it is easy to see whether the cerebro-spinal foramen is 
open or closed, what its diameter is, and whether there are any morbid 
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adhesions in its neighbourhood. We have employed this method of 
examination for many years. 

The only instances in our experience in which, in hydrocephalus 
following posteiior-basic meningitis, an autopsy ma^e in this manner has 
failed to discover some organic obstruction, are Nos. 22 and 50. In 
P.M. 60 we found distinct, though slight, traces of previous meningitis, 
but no obstruction j yet the whole drainage systeib of the brain and cord 
was tensely filled with absolutely transplant fluid. How are we to 
explain this phenomenon 7 

It must ^ remembered that the choroid plexuses derive part of. their 
blood-supply, by means of the “ posterior choroid ” arteries, from the 
'posterior cerebrals, the terminal branches of the basilas*. Inflammation 
aflectlng the posterior base of the brain must tend *to produce paretic 
dilatation of basilar and its branches; the posterior choroid arteries 
will share in this dilatation, and the choroid plexuses will therefore 
receive an increased blood-supply. When the inflammatory process 
implicates the plexuses themselves, their secretion is doubtless diminished, 
but in the less acute cases it is probably increased. This is probably one 
factor in the production of hydrocephalus when posterior-basic meningitis 
causes an obstruction in the drainage-channel, and it may possibly be 
effective occasionally when no obstruction exists. If the cerebro-spinal 
fluid be secreted more rapidly than it can escape along the sheaths of the 
cerebral and spinal nerves, a uniform dilatation of the ventricular cavities 
and of the sul^rachnoid spaces at the base of the brain and around the 
spinal cord, such as we found in case 50, might easily result. When 
this dilatation had reached a certain amount, it would be aggravated by 
compression of the membranes of the nerve-roots closing the lymphatic 
paths in the same way as a pleural effusion closes the lymph-stomata of 
the pleura. 

In P.M. 22 the fact that the lateral ventricles ,were considerably 
dilated with clear fluid and the convolutions flattened, while the fourth 
ventricle appeared to be of normal size, suggested that there had been 
some obstruction in the iter. This passage, however, was found patent. 
But some thick yellow lymph was found in the velum interpositum just 
above the posterior end of the iter; and it seemed to us possible that in 
this way the iter was compressed, and that thus a real obstruction to 
the escape of fluid from the lateral ventricles might have existed during 
life. 

The clinical evidence of hydrocephalus consists in prominent fulness of the 
fontanelle, in separation of the sutures (if these are not already firmly 
united), in the reappearance of the posterior and lateral fontanelles, and 
in the increasing size and weight of the head, with tendency to approxi¬ 
mate to the spherical form. Sometimes the cranial bones are thiimed, 
and they fiiay even yield on pressure. Occf^ionally there is slight 
depression of* the eyeballs. All these indications are much less pro¬ 
nounced tban in congenital hydrocephalus. If, however, thS meningeal 
inflammation begins in very early infancy, and life is sufficiently pro- 
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longed, the hydrocephalus produced may be so extreme as to simulate a 
congenital case. 

We have alr^dy erred to the bulging of the anterior fontanolle, 
which is often observed at the onset of meningitis, and is doubtless due 
to the initial hypersemia and the resulting increased outflow of fluid into 
the lymphatic spaces around the cerebral arteries, all of which open into 
the general subarachnoid space covering the cortex of the brain. This 
early bulging of the fontanell^ is usually transient. 

In some cases of meningitis there is no clinical indication of hydro¬ 
cephalus, though oven in these an autopsy will sometimes prove its 
existence. In others, after some weeks’ illness, a gradual increase in the 
size of the head irf noticed. The fontanelle may be somewhat prominent, 
or about level, Jr even slightly depressed; although an autopsy 
may prove that there is considerable excess of fluid in the ventricles. 
The increment of size is easily indicated by two measurements—that of the 
maximum circumference, and that over the vertex from the centre of one 
auditory meatus to the centre of the other. As a guide to the numbers 
yielded by these two measurements in healthy children, we offer the follow¬ 
ing figures, obtained by one of us from the heads of three healthy male 
infants, weighing respectively at twelve months old 26 lbs. 8 oz., 26 lbs. 
2 oz., and 22 lbs. 12 oz.:— 


Age. 

Maximum circumfuretice. 

«)v«*r vertex 

from meutuH tf> inuatuR. 

2 days 

134 

- . 

134 

9 


9 

1 week 

14 

— 

— 

« 

— 

— 

1 month 

144 

15 

— 

94 

9i 

— 

2 mouths 

15J 

— 


lOi 


— 

3 » 

164 

— 

— 

loa 

— 

— 

^ >* 

164 

— 

- 

11 

— 

— 

6 ,r 

16| 

17 

— 

11 

- 

— 

6 •> 

17J 

— 

164 

174 

114 


118 

7 .. 

174 

— 

Hi 


— 

8 » 

17S 

— 

174 

114 

— 

114 

9 „ 

18 

IS 

— 

12 

Ilf 

— 

10 „ » 

11 .. 

12 » 

181 

— 

— 

124 


— 

184 

— 

184 

124 

— 

12J 


We have notes of the presence or absence of indications of hydro¬ 
cephalus during the course of the illness in 82 cases. In 51 of these there 
was evidence of hydrocephalus j it was considerable in 16, moderate in 18, 
slight in 17. In the remaining 31 there was no evidence of hydro¬ 
cephalus during life, although in some of these it was found after death. 
The following may be adduced as illustrations. 

In a chi!^, aged 6 months, (two months after the onset) the sutures were 
found to be ^pen. At 8 months the fontanelle was distended, and the lateral 
sutures open down to a lateral fontanelle on each side, the measurements being 
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19 and 13^. At 13 months they veie 19^ and 14 ; the lateral sutures were 
not now felt, but the fontanelle measured 4 finger-tips by 3. 

In a Second case, at 8 months, the measurements were 181- and 11^; at 9 
months, 19 and 11^; at 11 months, 19^ and 12 ; at months, 19f and 12^, 
The fontanelle was normal throughout At 4 years 2 months the figures were 
20f and 13^, and the child was very backward, being still unable to walk 
without some support i 

In a third child (nearly 4 months old at the onset) there was no indication 
of hydrocephalus during the first month of Kis illness. He was not brought 
again to the hospital until six weeks later, when his mother stated that his head 
had been enlarging for two weeks. At 6 months old the fontanelle was tense, 
and 3 finger-breadths wide, and the sutures just open, the measurements being 
18 and Ilf. At 7 months old they were 18f and Ilf, aj&d the eyes were a 
little depressed. At 11 months they were 19f and 12f, a%d the fontanelle was 
4 finger-breadths wide. 

In a fourth case, in which the illness began at 3 weeks old, at 3 months 
the fontanelle was distended and the sutures felt At 5 months old the 
fontanelle was bulguig, and the measurements were 17f and 12 ; at 6 months 
old, 19 and 13 ; at 7 months old, 20^ and 13f ; at 8 months old, 20f and 13^ ; 
the fontanelle was 4 finger-tips wide, the head was heavy and fell back. At 
2 years 3 months old the figures were 2 If and 14f. 

In a fifth case the illness began at 3 months of age; the head began to 
enlarge a month later. At 10 months old the measurements were 22 and 16^. 
At 12. months old they were 23 and 16. The eyes were a little depressed. 

In a sixth case (a girl), in which the illness began at 6 weeks of age, the 
measurements were—at 3 months old, 15f and lOf (normal); at 4 months, 16f 
and 11 ; at 6 months, 17| and 11| ;.at 8 months, 19f and 13f ; at 11 
months, 21 and 14f. At 5 months it was observed that the fontanelle was 
bulging, and the anterior Half of the head was rounded. At 7 months lateral 
fontanelles reappeared. The head was still larger at the time of death, two- 
months later, and the autopsy (P.M. 49) showed enormous distension of the 
ventricles. 

Before concluding this section we wish to offer some suggestions with 
regard to tht hydrocephalus found, though usually in smaller amount, 
in tvheradam meningitis, and also with regard to congenital hydro¬ 
cephalus. 

In the former condition the same considerations are valid as in the 
rare cases in which posterior-basic meningitis has caused, hydro¬ 
cephalus, without the presence of organic obstruction. The choroid 
plexuses receive part of their blood-supply through the “ anterior choroid 
arteries from the internal carotids, and the vessels composing these 
plexuses will therefore share in the paretic dilatation caused by the local 
inflammation at the anterior base. Hence there will be an abnormally 
rapid secretion of cerebro-spinal fluid. 

Again, ^n tuberculous meningitis there is ^equently a considerable 
depwt of tubercle at the anterior end of the upper surface of the superior 
vermiform process; and, if the subarachnoid “ cistern ” im&ediately in 
front of this and behind (above) the corpora quadrigemina is filled with 
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inflammatory producto, it may possibly exert pressure from above on the 
posterior end of the iter, which may cause some hindrance to the flow of 
fluid through this nanow channel. If at the same time the amount of 
cerebro-spinal fluid secreted be increased, it is easy to understand why the 
ventricles are found dilated with clear fluid. 

With regard to congenital hydrocephalus, we have already shown 
that some cases are certainly obstructive in origin, and probably due to 
intra-uterine meningitis. A stedy of recorded cases of congenital hydro¬ 
cephalus, such as that of Dr. Hufier, seems to indicate that a considerable 
number of such cases are rightly explained by this hypothesis. In many 
of them the foramen of Majendie was undoubtedly closed, as it was in 
Dr. Baxter’s case, •which had previously been under our care at Great 
Ormond Street. Obstruction of the foramen of Monro is mentioned in other 
cases; and we have recorded an instance above in which the obstruction 
was a partition across the iter. Even where no obstruction can be found 
in the brain, and the cerebro-spinal foramen is widely patent, adhesions 
of the spinal membranes may have caused an obstruction which is easily 
overlooked. 

There are, however, some cases certainly in which no obstruction can 
be found, and some in which it cannot exist; as in the cases of hydros 
cephalus associated with spina bifida, in which puncture of the spina 
bifida is found to drain the ventricles. We suggest that such are similar 
to our case No. 50, except in their occurrence at a much earlier period; 
and that an intra-uterine cerebral inflammation, which had not given rise 
to organised adhesions, had yet caused such increase in the amount of 
secretion of cerebro-spinal fluid that it had accumulated more rapidly 
than it could be removed, and thus the fluid-pressure in the brain 
had caused congenital hydrocephalus. In some cases, perhaps those in 
which the lesion occurred at a very early jjeriod of foetal life, the fluid 
collecting in the spitfal canal, and especially in its lower portion, may have 
been instrumental in producing the spina bifida. Considering the position 
of the head in the womb, it seems possible that meningocele may be pro¬ 
duced in the same way. It is interesting to notice, as Dr. RuflPer points 
out, that a tumour of thil kind always projects throtigh a hole in the bone, 
and never through a fontanelle j and to compare this fact with the case of 
hydrocephalus caused by basic meningitis in a syphilitic child which we 
have recorded above, in which soft swellings, composed of membranes 
distended with clear fluid, projected through holes in craniotabetic bone; 
and also with the case recorded by Dr. Baxter. 

The thickening of the ependyma of the ventricles, which has been 
found in cases of congenital hydrocephalus, is probably another result 
of the inflammation which produced the obstruction to the escape of 
cerebro-spinal fluid. 

Congenital cysts of the brain, containing clear fluid, whether com- 
muniestutg v^th the ventricular cavities or not, are probably for the 
most part , the result of local softening and subsequent removal of brain- 
substauce, «>a.ns «»d by local disease of vessels—thrombosis of arteries or 
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veins; in some cases probably due to syphilis, in others to infective or 
septic conditions received from the mother. 

Pathology. —It can hardly be doubted that ii\, most cases not due to 
injury meningitis, whether vertical or posterior-^ic, is caused by an 
invasion of micro-organisms. Even where the exciting cause has been a 
blow or fall, the meningitis may be produced by a growth of microbes 
permitted by the depression of the normal’^j^stance of the tissues pro¬ 
duced ■ by the injury. It is not very uncommon for tuberculous 
meningitis to follow a blow upon the h^ (the same thing is true of 
tiunours of the brain in children), and some of these instances are prob¬ 
ably not mere coincidences. 

A striking fact in the pathology of suppurative Vertical meningitis 
(which usually affects the spinal coixi also) is that ih a large number of 
cases it is associated with pneumonia and with other inflammatory visceral 
lesions. In our 14 cases of this kind (Nos. 1 to 12, 14, and 16) there 
were only 3 in which there was no visceral lesion beyond slight collapse 
of the lungs. In 9 of the 14 pneumonia was present; in 5, pleurisy or 
empyema; in 4, pericarditis; in 1, mediastinitis ; in 1, severe bronchitis : 
in 2 there was lymph on the surface of the spleen; in 2, thrombosis of 
ihe cerebral sinuses. In a case under the care of our colleague Dr. 
Penrose, to which he permits us to refer, a patch of diphtheritic membrane 
was found in the descending colon, with some small ulcers in its neigh¬ 
bourhood ; also a little thin false membrane in the oesophagus. 

In one of our cases the meningitis followed erysipelas and cellulitis; 
and must be looked upon as a septicsemic process. Again, it is possible that 
the rare cases of meninptis following vaccination, of which we have seen 
one, may likewise be septicsemic, though it must be admitted that it is 
sometimes difficult to eliminate the element of coincidence, especially 
when the vaccination pursues a normal course. The multiplicity of the 
visceral lesions in vertical meningitis also seems to point to a general 
infection; and in two of our cases diplococci (apparently M. lanceolatus) 
were discovered by Dr. Still both in the meningitic exudation and in the 
inflamed lung or pericardium. 

In many cases of vertical meningitis the anterior part of the 
brain is affected much more than the posterior half, and sometimes 
almost alone. It is then difficult to avoid the suspicion that the 
infection may have invaded the subarachnoid space through the 
lymphatic channels passing through the cribriform plate. from the 
nasal mucous membrane, demonstrated by Key and Ketzius. These 
observers have proved that coloured fluids, injected under low pressure 
into either the subdural or the subarachnoid space of the spinal cord, 
make their way into tubular prolongations of the cerebral subarachnoid 
spaed sui^unding the branches of the olfactory nerves passing through 
the cribriform plate into the nose. Not onlj^ so, but in certain arn'Twnlo 
they also succeeded in filling, by means of similar injections, a network 
of lymphatic vessels in the na^ mucous membrane, and furAermore inter¬ 
cellular passages communicating with these vessels, many of which they 
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found to terminate by open mouths on the surface of the mucous membrane. 
A similar structure has been demonstrated in the bronchial mucous mem¬ 
brane ; and it aflfords an explanation of the fact that the bronchial glands in 
children are 8ometimes*found to be caseous without any obvious lesion of 
the bronchi or lungs. If there is thus an open communication between the 
mucous membrane of the nose and the anterior part of the cerebral sub¬ 
arachnoid space, it is rcsj^nable to suggest that micro-organisms may 
sometimes enter by this route and thus invade the meninges, even without 
any obvious lesion of the nose itself. 

In _ the majority of cases of posterior-basic meningitis the path of 
invasion is probably from the naso-pharynx, through the Eustachian tube 
and the middle ea)s, to' the membranes of the brain. There are certain 
anatomical peculiaAlies in the auditory apparatus of infants which facilitate 
this invasion. Prof. Macewen points out that the Eustachian tube is 
shorter, wider, and more horizontal than in the adult; and that the petro- 
squamosal suture, which passes through the roof of the tympanic cavity, 
is still incompletely ossified, bringing the membranes of the brain and its 
subarachnoid space into close relations with the lining membrane of the 
middle ear. Thus at this early age there is a comparatively open 
path from the naso-pharynx to the great subarachnoid “cistern” 
between the cerebellum and the medulla; and also to the smaller, yet 
relatively large, subarachnoid space above the corpora quadrigemina, in the 
immediate neighbourhood of the iter, and just in front of the anterior 
extremity of the superior vermiform process of the cerebellum. The post¬ 
mortem evidence given above proves that posterior-basic meningitis 
usually begins and is most active in one or both of these two sites. It is 
not often possible to trace any connection between pus in the tympanic 
cavity and the inflammatory focus in the posterior subarachnoid space; 
but a similar fact is true in many instances of cerebral abscess resulting 
from ear disease. In some of our cases there was clear evidence of disease 
of the middle ear, its mucous membrane being swollen, granular, and 
injected; and the drum-membrane opaque, thickened, and sometimes 
perforated. But usually the dnim-membrane is entire and the ossicles 
in place, and the only abnormality is the presence of pus in the tympanic 
cavity, sometimes also in the mastoid antrum. Too much stress must not 
* be laid upon this—first, because it might possibly be a consequence of 
meningitis rather than its cause; and, secondly, because the presence of 
more or fess muco-pus in the middle ear is very common in infants who 
h^ve died from causes unconnected with the brain. Yet two arguments 
may be adduced in favour of the view that the pus found in the tympanum 
is ia many cases either a main or a contributory cause of the meningitis: 
the first is that in a large number of cases the symptoms of meningitis 
definitely follow a catarrh, and that the anatomical relations already 
mentioned make it easy for the catarrh to spread to the middle ear, and for 
organisms to be carri^ tMence to the brain; the second is that, in some 
cases, paraceAtesis of the tympanic membranes has definitely arrested the 
disease. It is nfiteworthy in one case (P.M. 6) that secretion in the 
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tympanic cavities, which seemed no more than “slightly turbid,” was 
found to contain diplococci similar to those present in the meningeal pus 
and in the inflammatory lymph on the pericardium and the pleura. 

Even when the initial catarrhal condition of*the middle ear is but 
slight, it may nevertheless facilitate the ingress of pathogenetic organisms 
to the brain; just as a catarrhal condition in the fauces, lungs or 
alimentary canal may facilitate the ingress of thtf tubei-cle bacillus. 

In the adult the tympanum is completely shut off from the cerebral 
subarachnoid space, which penetrates into ^he internal ear but no farther. 
Key and Retzius, by injection of blue fluids into the subarachnoid space 
of the spinal cord, were able to obtain partial injection of the peri-lymphatic 
space of the internal ear, and of the “ aquaductus coshleee,” which com¬ 
municates with it through the “ scala tympani ” of the Cochlea; also of the 
perineural sheaths of the seventh and eighth nerves in the internal 
auditory meatus as far as the lamina cribrosa, and in a few cases a little 
beyond it. But the injection never passed into the endo-lymphatic space 
or into the “ aquaductus vestibuli,” which they found to end in a cul-de- 
sac within the layers of the dura mater, communicating by a fine passage 
with this space but without communication with the subdural or sub¬ 
arachnoid spaces. And it never passed into the tympanum, proving that 
?n the adult the tympanum is quite separate from the cerebral membranes 
and the spaces between them. This explains the clinical fact that meningitis 
and other morbid conditions of the brain resulting from otitis are almost 
always in adults the consequence of chronic disease of the middle ear, and 
are very rarely produced by an acute inflammation in previously healthy 
ears, as is the case in infants. 

But there are many cases of posterior-basic meningitis in which the 
examination of the middle ears shows no morbid condition. Even in these 
cases we suggest that the micro-organisms may have travelled by this 
route from the naso-pharynx. Doubtless, if the mucqus membrane of the 
tympanic cavities is diseased, microbes from the pharynx have increased 
facility of access; but even when the middle ear is healthy the anatomical 
peculiarities already described appear to make it possible for them to pass 
from the pharynx to the cerebral membranes, ^ch microbes are doubt¬ 
less of many Unds; it is probable that some of them are introduced into 
the pharynx by breathing air contaminated with sewage emanations. 

The condition of the viscera in posterior-basic meningitis shojrs a most 
remarkable absence of the inflammatory lesions so frequently found in 
vertical meningitis. In 5 of our 34 cases of the posterior-basic chlBs 
(Nos. 13, 16-26, and 29-50) the viscera were not examined, or their 
condition has not been recorded. Of the remaining 29 the viscera were 
normal in 21. In 5 there was merely slight collapse of the lungs; in 
2 the lungs were congested as well as collapsed; in 1 some tubercle was 
present ia certain organs. But there was not a single case of definite 
pneumonia, of pleurisy, empyema,-or pericardit&. This strongly suggests 
that these two forms of meningitis are really different disea^s—^that they 
acre due to different organisms. It may be added £hat while vertic^ 
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meningitis is UBU^ly highly suppurative and very extensive, posterior- 
basic meningitis is much more local and much less suppurative—the 
former more acute and%lore rapidly fatal, the latter chronic and tending 
to form organised adhesions. These differences increase the probability 
that the two forms of meningitis are the results of the growth of 
microbes of diverse nature. The question must be settled by bacteri- 
ology; it is therefore desirable to state the observations which have 
already been made with regard* to this question. 

Sevei^ bacteriologiste have found the diplococcus of Frankel (D. 
pneumonise, M. lanceoktus. Pneumococcus) in the purulent exudation of 
cerebro-spinal menpigitis. “Thus Netter (1889), in a summary of the 
results of researches qiade by him in 25 cases of purulent meningitis, reports 
as follows:—Thirteen cases were examined microscopically, by cultures, 
and by inoculations into susceptible animals; 6 cases by microscopical 
examination and experiments on animals; and the remainder only by 
microscopical examination. Four of the cases were complicated with 
purulent otitis, 6 with pneumonia, 3 with ulcerative endocarditis. The 
pneumococcus was found in 16 of the 25 cases; in 4 S. pyogenes was 
present; in 2 D. intracellularis meningitidis of Weichselbaum; in 1 
Friedlander’s bacillus; in 1 Neumann and Schaffer’s motile bacillus; in 1 
a small curved bacillus. In 46 cases, collected from the records of the 
subject by Netter, this micrococcus was present in 27, Streptococcus 
pyogenes in 6, and D. intracellularis meningitidis of Weichselbaum in 10. 
Monti (1889) in 4 cases of cerebro-spinal meningitis demonstrated the 
presence of the same micrococcus. In 3 of his cases pneumonia was 
present also. In 2, Staphylococcus pyogenes aureus was associated with 
D. pneumonise ” (Sternberg). “ In otitis media this micrococcus has been 
found in a considerable number of cases in the pus obtained by para¬ 
centesis of the tympanic membrane, and quite frequently in pure cultures: 
by Zaufal (1889) in*6 cases; by Levy and Schrader (1889) in 3 out of 
10 cases in which' paracentesis was performed; by Netter (1889) in* 5 
out of 18 cases occurring in children ” (Sternberg). It has also been found 
by various observers in ulcerative endocarditis and in acute abscesses 
and in suppurative arthritis occurring as complications of pneumonia. 

Weichselbaum, in 6 cases of cerebro-spinal meningitis, found and 
cultivated a diplococcus not previously known; he observed it usually 
in the intSrior of the pus-cells, and therefore called it “ D. intracellularis 
meningitidis.” It differs from Frankel’s diplococcus in not being 
stained by Gram’s method, and in some peculiarities of growth in 
artificial culture; but resembles it in its brief period of life in such 
cultures, which is limited to a few days. Weichselbaum’s diplococcus is 
highly pathogenetic when injected into animals: mice die within two 
days after inoculation; injections into the meninges of dogs produce a 
pumlent haemorrhagic meilingitis. This microbe has been found by many 
subsequent observers in cases of epidemic cerebro-spinal meningitis, both 
after death and in the fluid withdrawn from the spinal sul^rachnoid 
space by punctuire of the membranes in the lumbar region of the spine. 
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callosum caused a similar degeneration to each of these experiment/ 
alone, but more extensive j—a fact which he explains on the supposition 
that half of the fibres of the corpus callosum have the left hemisphere 
as their trophic centre, and the other half the right hemisphere. Hence, 
6a cortical lesion of one hemisphere the fibres from that hemisphere 
degenerate; while on section of the corpus callosum the fibres of the 
opposite hemisphere also degenerate, and thus cause a double degeneration 
of the callosal fibres on the side of cortical lesion. The experiments of 
Turner and myself on removal of the occipital lobe and division of the 
corpus callosum confirm as regards the visual centres those of Muratoff 
on the motor centres. 

Mott and Schafer (9) found that on stimulation of, the uncut surface 
of the corpus callosum movements were caused on both sides of the body; 
while on irritation of the cut surface movements were obtained only on 
the side opposite that of irritation. Fidilti these experiments they con¬ 
clude that the movements depend on indirect excitation of the motor 
centres through the callosal fibres,—a conclusion which was confirmed by 
the fact that the movements did not occur if the motor centres were 
extirpated. It would appear, therefore, from these experiments, that the 
corpus callosum must contain commissural fibres connecting the motor 
centres with each other; but, inasmuch as the movements were not in all 
cases strictly localised, they are of opinion that the fibres, though mainly 
massed in definite parts of the corpus callosum, are not entirely confined 
to those parts, but are, to a certairv extent^ scattered along the middle 
thinner part of the commissure. 

I have found that section of the corpus callosum in monkeys does not 
cause any obvious symjftoms, sensory or motor; and Koranyi, from similar 
experiments on the corpus callosum of dogs, has arrived at the same 
conclusion. 

In man pure uncomplicated destructive lesions of«the corpus callosum 
are practicaUy unknown. A few cases of congenital absence or defect of 
the corpus callosum have been described, but, as in them the brain was 
otherwise malformed, no conclusions concerning the functions of the corpus 
callosum can be founded upon them. ^ 

Tumour is the chief form of disease affecting the corpus callosum, 
while vascular lesions are exceedingly rare. Erb and Hougberg 
have, however, each recorded a case of complete, or almost complete, 
destruction of the corpus callosum by hssmorrhage; and Kaufmann 
has described a case of complete destruction of the corpus callosum by 
embolic softening, secondary to, aneurysm with mieningitis. The last had 
been very imperfectly observed during life, but practically no symptoms 
referable to the corpus callosum were found in any of the three cases. 
Erb concludes, in accordance with my own and Eoranyi’s experimental 
results, that in an adult with no previous brain disease, almost the entire 
corpus callosum can be destroyed without any disturbance « 0 f motion or 
coordination, or of sensation, general or special; and without any note¬ 
worthy disturbance of intelligence. 
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Tumours oi the corpus callosum almost always invade the hemispheres 
on one or both sides, and the probability is that the symptoms which hare 
been observed were really due to local damage, or to general pressure on 
the hemispheres. 

Bristowe, however, was of opinion that the symptoms which bg 
observed in four casee^ are so characteristic as to enable one to arrive at a 
fairly accurate regional diagnosis. These are :— 

1. An ingravescent characfbr. 

2;., The gradual onset of hemiplegia. 

3. The association of hemiplegia on the one side with vague hemiplegic 
symptoms on the other. 

■ 4. The supervention of stupidity, generally Avith extreme drowsiness; 
a puzzled, inquiring look; difficulty of swallowing, and speechlessness, 
due mainly to incessant drowsiness and apathy without any actual 
paralysis. 

5. Absence of direct implication of the cranial nerves. 

6. Death from coma. 

There is also, according to Bristowe, absence, or insignificance, of the 
more striking symptoms of cerebral tumour. Headache is never very 
severe; there is practically no sickness, and there are no convulsions. 
Optic neuritis was entirely absent in one case. 

Oiese agrees with Bristowe in all essential points, and further 
adds that if symptoms occur pointing to the corpus callosum as the seat 
of the disease, and there are also cerebellar symptoms, then it is highly 
probable that the tumour has its seat in the splenium of the corpus 
callosum. 

B^stowe’s conclusions have also been siipported by Bruns. 

On examination of sixteen recorded cases I find disturbance of 
intelligence, chiefly in the form of progressive mental dulness or dementia, 
more or less in all: optic neuritis was present in nine—three of which, 
however, were doubtful; headache in seven; hemijwresis in six; para¬ 
paresis in four; vomiting in three. 

StimTnary. —While, in the present state of our knowledge, we may 
say that there are no symptoms due to damage of the corpus callosum as 
such, still the presencS of such a combination of symptoms as that 
enumerated by Bristowe enables ns to make a fairly accurate, though 
never more than a probable diagnosis of tumours implicating the corpus 
callosum. 
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Lksions op thk ceintrum ovaub and internal capsule. —Thei 
oentrum ovale, or white substance of the cerebral hemispheres, contains 
not only projection fibres, which bj means of the internal capsule connect 
the cortex cerebri with the periphery, but also fibres which connect the 
oortex with the optic thalamus and, according to some views, but less 
certainly, with the corpus striatum also. Besides this mass of fibres, 
which constitutes the corona radiata, the centrum ovale contains several 
systems of fibres, some of which are intra-hemispherical, or as^iating 
and coimecting different parts of the hemisphere with each other ^^i^rhile 
others are inter-hemispherical or commissural, such as the coipms ct^osum 
and anterior commissure, which probably connect corresponding parts of 
the hemispheres with each other. 

As to the functions of the various systems of fibres, which fogether 
constitute the centrum ovale, we know nothing with certainty beyond 
those which form the internal capsule; nor is it always possible to dis¬ 
tinguish between lesions of the cortex itself and the subjacent fibres of 
the corresponding lobes or convolutions. It is desirable for topographical 
purposes to indicate the position of lesions of the centrum ovale with 
reference to definite regions of the cortex. For this purpose Pitres 
has suggested a convenient method of dividing the hemisphere into a 
series of sections parallel to the fissure of Rolando, or vertical to the long 
axis of the hemisphere. 

The first section through the prefrontal area forms the prefrontal 
section. 

The second section through the base of the frontal convolutions forms 
the pediculo-frontal section, which is divided into a superior, middle, and 
inferior fasciculus corresponding with the respective frontal convolutions. 

The third section through the ascending frontal or precentral con¬ 
volution forms the frontal section, which is also divided into a superior, 
middle, and inferior fasciculus. 

The fourth or parietal section is formed in a similar manner by 
section through the ascending parietal or post-central convolution. This 
also is divided into a superior, middle, and inferior fasciculus. 

The fifth is formed by dividing the hemisphere three centimetres 
posterior to the fissure of Rolando, and, passing through the superior and 
inferior parietal lobules, constitutes the pedicukhparidal section, which is 
composed of a superior and inferior pediculo-parietal and sphenoidal 
fasciculus. 

The sixth is formed by similar division through the occipital lobe, 
and constitutes the occipital section, in which no separate fasciculi are 
differentiated. 

What has been said above with respect to the symptomatology of 
the prefrontal, occipito-angular, and temporo-sphenoidal lobes is essentially 
true of lesions of the prefrontal, pediculo-parietailt and occipital sections 
of the centrum ovale. It is only lesions of the medullary f^^ciculi which 
correspond to the fronto-parietal area which cause paralysis of motion 
and degeneration of the motor tracts of the internal capsule. Such 
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lesions cause symptoms in most respects like those of lesions of the cortex 

itself in the corresponding regions; that is to say, they cause complete 

hemiplegia, similar to that resulting from total destruction of the Rolandic 

area, or of the motof division of the internal capsule; or monoplegia, 

according as the lesion is limited to the tracts corresponding with t5*e 

respective cortical centres. Many cases of this kind have been recorded 

by PiQi^ and a large number of those Avhich have been referred to in 

the prej^ous pages h^ve involved the medullary fibres of this region as 

well a# hhe cortex itself. 

TBhere are few ca^s on record of monoplegias or dissociated paralyses 
dvie to limited lesions of the centrum ovale, not also invading the cortex. 
M6st of such Ipsions have been situated at the foot of the corona 
radiata, jusfi where the projection fibres enter the internal capsule. An 
interesting case of this kind has been reported by Bennett and Campbell. 
This wa$ a case of complete paralysis of the left arm, with unimpaired 
sensibility, which after death was found to be due to a circumscribed 
softening of the centrum ovale at the point where the medullary fibres of 
the middle parietal fasciculus converge into the internal capsule, just 
posterior to the knee. Cases have been reported, by various authors, 
which show that lesions limited to the lower fasciculus of the frontal 
section,—that is, the medullary fibres subjacent to Broca’s convolution, 
—may cause aphasia without any obvious affection of the cortex 
itself. 

It is probable, however, that in these cases the lesion is such as to 
impair the nutrition, and therefore the functions of the cortex itself ; or 
it may be that it destroys the associating fibres which connect the speech 
centre with those of sensory perception and registt-ation. 

While symptoms of destructive lesion of the centrum ovale of the 
fronto-parietal or Rolandic area cannot be easily distinguished from those 
affecting the cort^ itself, it is otherwise when the lesions are of an 
irritative character. Irritative lesions of the motor cortex are, as we 
have seen, characterised by the occurrence of tonic, followed by clonic 
spasms of an epileptiform character. Irritative lesions of the medullary 
fibres of the Rolandic area cause only tonic, and not the repeated, or clonic 
spasms of the corticaf type. It has been proved experimentally that 
electrical irritation of these fibres causes only tonic contraction propor¬ 
tional in duration to the duration of the stimulus ; and there is reason 
for believing, as Pitres has shown, that the early rigidity which is seen 
in some cases of cerebral hsemorrhage, and which has been generally 
attributed to the inundation of the ventricles, is in reality duo to irritfi- 
tion of the fronto-parietal fibres of the centrum ovale in the course of 
their convergence into the internal capsule. 

If, however, the lesions are immediately subjacent to the cortex, and 
are such as to cause irritation of the cortical gray matter also, convulsions 
of the usual ^pUeptiform type may ensue. This occurs nob infrequently 
in hssmorrhage of the centrum ovale; and the occurrence of convulsions 
of the Jacksonian type in cases obviously haemorrhagic in character has 
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been considered by some to be diagnostic of SsemorrlDE^e immediately 
subjacent tb tbe cortex. (Von Bamberger.) 

Of the symptomatology of lesions of the anterior, or Uniiculo-caudate, 
division of the internal capsule we know little «with certainty. The 
fikres of this portion radiate into the prefrontal and post-frontal lobes, 
and they degenerate downwards towards the pons wjien those regions are 
the seat of destructive lesions. Their position in the foot of the crus 
cerebri and probable distribution will be delfcribed in connection with the 
lesions of the criu-a themselves (p. 343). 

Horsley and Beevor have shown that by electrical irritation df the 
internal capsule of the monkey, movements of the head and eyes, were 
caused on irritation of the posterior part of the lenticulojcaudate segment, 
just anterior to the knee. It would appear, therefore, that this region 
of the internal capsule corresponds to the cortical centres of the head and 
eyes, situated, as we have seen, in the post-frontal area. - 

The posterior, or lenticuh-optic, segment of the internal capsule forms 
with the anterior segment an acute angle termed the knee, as seen in 
horizontal sections. The anterior two-thirds of this segment, including 
the knee, contain the pyramidal fibres of the motor cortex; and, accord¬ 
ing to the experiments of Horsley and Beevor, the fibres are so arranged 
that those from the inferior cortical centres are situated most anteriorly, 
while those from the superior are situated most posteriorly. Hence 
irritation from the knee backwards causes, in order, movements of the 
tongue, mouth, upper limb (shoulder preceding the thumb), trunk, and 
lastly lower limb (hip preceding the toes). 

It is theoretically possible that lesions of the internal capsule may be 
so limited as to cause monoplegia of the cortical type, but this must be 
exceptional, .as the pyramidal fibres of the different cortical centres are 
so closely congregated together that a focus even of small magnitude 
must necessarily involve several tracts. The case reported by Campbell 
and Bennett (sujna eit.) was of this exceptional character, and the position 
of the lesion at the point where the coronal fibres converged into the 
internal capsule corresponded very closely with the position of the arm 
fibres in Horsley and Beevor’s scheme. That the tracts for the mouth 
and tongue are situated in the knee of the intemkl capsule is verified by 
the occurrence of secondary degeneration in this region in cases of long¬ 
standing aphasia, such as have been reported by Charcot and Brissaud, Rose, 
and others. This tract has been termed by Charcot and Brissaud “ the 
geniculate fasciculus,” and the fibres from this region are continued down¬ 
wards in the mesial portion of the crus cerebri. The position of the 
pyramidal fibres for the leg at the junction of the posterior with the 
anterior two-thirds of the lenticulo-optic segment is supported by the 
fact that in hemiplegia, due to lesions of the internal capsule, in which 
sensation is notably affected, the leg is frequentlytmore severely and more 
enduringly paralysi^ than the arm; thus reversing the orde^of events in 
ordinary hemiplegia. 

The posterior third of the lenticulo-optic or hinder segment of the 
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internal capsule constitutes, to use Charcot’s name for it, the “ cairefour 
sensitif,” or sensory crossway, by which the impressions of, general sensi¬ 
bility ascend to^the cortical centres. With these appear to be associated 
also the tracts of sj^clhl sensation, namely, hearing, taste, and smell, to¬ 
gether with the optic radiations, situated most posteriorly, which ascend to 
the occipito-angular segion. There is still some doubt as to the path by 
which olfactory impressions are conveyed to the opposite hemisphere, as 
we have already seen that thh anatomical facts are more in favour of a 
direct connection of each olfactory tract with the hemisphere on the same 
side, '^d a decussation in the anterior commissure is far from clearly 
established. It is to injury of this portion of the internal capsule, in all 
probability, that,the hemiansesthesia is due which occurs in connection 
with lesions due to blocking or rupture of the lenticulo-optic artery, and 
in connection with diseases affecting the optic thalamus. The homi- 
ansesthesia does not necessarily affect all forms of sensibility alike. The 
most common form is hemiansesthesia of tactile and general sensibility, 
as well as of the so-called muscular sense. In many cases there is also 
homonymous hemianopsy, owing to implication of the optic radiations; 
and that hemianopsy is in the vast majority of instances due to lesion in 
this region is proved by its common association with hemiansesthesia and 
a greater or less degree of hemiplegia. 

Hemiansesthesia is frequently of a functional character, as has been 
pointed out by Charcot and his pupils. In this condition there is loss 
not only of general and muscular sensibility, but also loss or diminution 
of hearing, taste, and smell on the opposite side, as well as profound 
impairment of vision in the opposite eye, characterised by diminution of 
visual acuity, and concentric contraction of the visual field with dys- 
chromatopsy. The contraction of the visual field occurs to, some extent 
also in the eye on the same side. The visual defect in this form of 
hemiansesthesia is ^ot of the homonymous hemiopic, but of the cross- 
amblyopic form. 

That conditions similar to those of hysterical hemiansesthesia may 
occur in connection with actually demonstrated or highly probable organic 
lesions of the internal capsule is evidenced by cases reported by F6r^, 
Gowers, and myself already referred to (p. 314). 
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Lesions of the corpora striata. —The special functional relations 
of the corpma striata are still doubtful. They cannot be exposed for 
experimental purposes without inflicting a certain amount of damage on 
other centres. When they, are exposed in monkeys and other animals by 
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division of the corpus callosum, I have found that electrical irritation of 
the free nucleus caudatus gives rise to contraction of a tonic character 
of all the muscles on the other side of the body, except in rabbits, in 
which clonic movements of the jaws occur duribg continuance of the 
stimulation. This general pleurotonic spasm instantly ceases when the 
electrodes are transferred to the surface of the optic thalamus. From 
these phenomena I have argued that the corpora striata are related to 
the movements of the opposite side of the body. 

Frank and Pitres and others are of opinion that the movements 
which I have described are not the direct result of irritation of the gray 
matter of the corpus striatum, but are due to the diffusion of the 
irritation to the adjacent motor tracts of the internal capsule. But this 
explanation does not appear to me consistent with the fact that similar 
irritation of the optic thalamus, which is quite as close to the motor 
tracts of the internal capsule, is entirely negative. 

Nothnagel found a certain spot in the nucleus caudatus, situated close 
to the thM ventricle, to be mechanically irritable. He states that 
pimcture of this spot in rabbits with a fine needle, or injection therein 
of a few drops of chromic acid, causes an irresistible tendency on the part 
of the animal to run or jump until it becomes exhausted. The fact that 
the internal capsule is undoubtedly excitable by electrical stimulation does 
not, therefore, exclude the possibility of a direct irritability of the gray 
matter of the corpus striatum any more than that excitability of the corona 
radiata excludes the direct excitability of the motor cortex. 

Destructive lesions of the nucleus caudatus and nucleus lenticularis 
cause, according to Nothnagel’s experiments, motor disturbances of the 
^opposite side, but mor^marked in the case of the lenticular than of the 
caudate nucleus. And Carville and Duret found that destruction of the 
ganglia of the corpus striatum, together with the tracts of the internal 
capsule which lie between them, causes a much mere complete hemi¬ 
plegia than that due to the lesions of the motor cortex or pyramidal 
tracts. Experimental evidence, therefore, is in favour of the view that 
the ganglia of the corpus striatum have some relation to the movements 
of the opposite side of the body, even though the exact nature of this 
relation is not clearly indicated. 

The facts of clinical observation in man are somewhat conflicting. 
The corpora striata, with adjacent tracts, are frequently the seat of 
destructive lesion, of which the most common is haemorrhage. The 
favourite seat of cerebral haemorrhage is from rupture of the lenticulo- 
striate branches of the middle cerebral artery. This is apt to destroy 
the gray matter both of the caudate and lenticular nucleus, as 
well ais the tracts of the internal capsule. Less frequently the 
haemorrhage occurs from rupture of the lenticulo-optic arteries which 
supply the lenticular nucleus and anterior part«of the optic thalamus. 
Hfflmorrhage*in this region is especially apt to injure thq posterior or 
sensory tracts of the internal capsule. More rarely it occurs in the 
anterior part of the caudate nucleus from rupture of some of the branches 



333 


THE REGIONAL DIAGNOSIS OF CEREBRAL DISEASE 


of the anterior cerebral artery. Haemorrhagic lesions of the corpus 
striatum, in the first instance at any rate, invariably produce hemiplegia 
of motion alone, or of motion auid sensation; the latter more particularly 
when the rupture occurs in the lenticulo-optic artery. Inasmuch, how¬ 
ever, as haemorrhagic lesions are sudden, and afiect dkectly or indirectly 
not only the gray matter of the ganglia, but also the tracts of the in¬ 
ternal capsule, it is impossible to distinguish hemiplegia so caused from 
that occasioned by lesion of tlfb internal capsule itself. An examination, 
however, of the facts of stationary lesions, such as softening confined to 
the gray matter of the ganglia, and cysts due to antecedent htemorrhage, 
has shown that extensive lesions of this character may be found in the 
ganglia of the corj>us striatum without any symptoms of paralysis, motor 
or sensory; and the same is true of tumours. 

Many examples might be cited from clinical records, which it would 
be impossible to refer to in detail. But we may take it as a well- 
established fact that stationary lesions of variable size may be found 
in the gray matter of the corpus striatum, either in the nucleus caudatus 
or nucleus lenticularis, without the manifestation of any symptoms of 
motor paralysis during life. 

Pseudo-bulbar paralysis.—In relation, however, with affections of 
the corpus striatum, it will be convenient to discuss in somewhat greater 
detail the pathology of pseudo-bulbar paralysis, which by several observers 
has been attributed to lesions of the lenticular nucleus. I have 
already (p. 296) described a group of symptoms simulating bulbar 
paralysis, resulting from bilateral lesion of the cortical centres of articu¬ 
lation. A similar group of symptoms has also been frequently observed 
associated with lesions, more especially bilateral,*affecting the region of* 
the lenticular nucleus and motor segment of the internal capsule. Gener¬ 
ally there are two distinct attacks of hemiplegia, often separated by a 
long interval; and^t is only after the second attack, as a rule, that the 
characteristic bulbar symptoms become manifested. In this condition 
there is generally a dull, apathetic expression and impaired articulation, 
the speech being slow, indistinct, monotonous, and with nasal intonation. 
There is paresis or paralysis of the lips, tongue, and palate, genei'ally 
also some difficulty irf swallowing. Though the vocal cords are, as a 
rule, unaffected, yet a few cases have been reimrted in which paresis or 
paralysis of one or both vocal cords has been noted (Opponheim and 
Siemerling, and Miinzer). 

Of great importance as a means of distinction between pseudo-bulbar 
and true bulbar paralysis is the absence in the paralysed parts of atrophy, 
fibrillary tremors, alteration in the electrical contractility of the affected 
muscles, or affection of sensation. The reflexes of the palate and pharynx 
are as a rule unimpaired, but they have occasionally been found 
diminished or even lost. (See eases reported by Lepine, Boss, Colman, 
Oppenheim |nd Siemerling, Hughlings Jackson.) 

The limbs are generally more affected on one side than the other (the 
legs more than the arms); and there is often a tendency to convulsive 
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crying, especially on • Eespiratory 

and ciwafetory disturbances are as a rule abaenti they have been 

obeerred in some cases. In most of the recorded cases the lesions, 
generally hremorrhagic, or foci of softening, hare b8en bilateral, and more 
dt less symmetrical in the two hemispheres. In a few mstances, how¬ 
ever, the lesion has been found in one hemisphare only. (See cases 
recorded by J^nus, Kirchhofl; Ross, Drummond, Bamberger, Wharton 

Sinkler.) . 

The lesions have been found in the cortex, in the subcortical white 
matter, or in the central ganglia. The most common seat of, the lesion 
is the ganglia and neighbouring white substance. As a rule the 
lesions are more or less extensive and diffuse, implicjiiting the central 
ganglia, as Well as the capsular fibres; at other times they may be 
circumscribed, and then they are usually in the lenticular nucleus in its 
outer segment or putamen. But in these cases it is difficult to eliminate 
possible implication of the internal capsule, especially in the region of the 
knee. Cases, however, in which the lesions appear to have been strictly 
confined to the external division of the lenticular nucleus have been recorded 
by Lepine and Leresche. Eisenlohr’s case is one in which the lesion was 
confined to the optic thalamus and caudate nucleus, without affection of the 
lenUcular nucleus (6). Though the pons and medulla have been stated to 
harm been entirely free from lesion in many recorded cases, yet from the 
degree of paralysis of the palate, pharynx, and vocal cords, which have been 
reported in some of then, one cannot help suspecting, in accordance with 
'*t hf t views of Oppenheim and Siemerling, that there have been unde¬ 
nted lesions in this region. These authors, from an examination of five 
'’oases observed by themftelves, as well as a review of the literature on the 
object, have arrived at the conclusion that in the majority of carefully 
examined instances there are found, in addition to lesions in the hemi¬ 
spheres and ganglia, also small foci of softening in th^ medulla and pons. 
These were present in all the five cases examined by them. There is no 
doubt that in a large number of cases of pseudo-bulbar paralysis—in 
more than half, according to Boulay—there is sclerosis of the basilar 
vessels, thus favouring the occurrence of hsemorr^ge, or softening of a 
multiple character, not only in the central ganglia, but also in the pons 
and medulla. The occurrence of symptoms of pseudo-bulbar paralysis 
from bilateral lesion of the centres and conducting tracts of articulation 
is readily understood, but it is more difficult to give a satisfactory ex¬ 
planation of the cases of unilateral lesion, as the muscles of articulation 
and deglutition are innervated from both hemispheres. It is possible 
that in these cases the centres of one side may predominate; but this is 
unlikely, and it is more probable that there have been undetected lesions 
on the other side. In those cases in which the lesions have been appar¬ 
ently limited to the lenticular nucleus, which haa»*been by some regarded 
as an independent centre for the movements of articulation^and degluti¬ 
tion, it is difficult to harmonise the symptoms with the negative results 
of similar lesions; and the probability is that, even where not dchnon- 
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Btsbted, th^re ^ve been lesions also of the internal .capsule, if we assam|i^ 
that they have been entirely absent from t^e pons medulla. 

In connection with lesions of the lenticular nuclei, we may here refer 
to the symptoms melfwith in three members of one family, reported 
by Hom^n. The symptoms were giddiness, a drunken gait, indistinst, 
speech, impairment of memoiy and gradually increasing dementia, with 
rigidity of the whole body, especially of the legs, which became fixed in 
the flexed position. The necifopsy in two of the cases revealed softening 
in each lenticular nucleus. Some microscopical changes were, however, 
also demonstrated in the cells and fibres of the cortex. 

Certain fisets of experiment, as well as of clinical observation, have 
been quoted as ^showing a relation between the corpus striatum and 
the temperature of the body. Aronsohn and Sachs found that 
mechanic and electrical irritation of the caudate nucleus, near the so- 
called nodus eursorius” of Nothnagel, caused a notable elevation of tempera¬ 
ture, with sensible increase of the respiratory energy and excretion of urea. 
Dr. Hale White (20) has found that puncture of the corpus striatum 
in rabbits causes a temporary rise in temperature, the highest rise 
being when the puncture was made anteriorly, averaging in this case 
about one degree Fahrenheit. To produce this effect it was necessary 
that the lesion should be bilateral. Ott, however, has found that 
in birds punctiire of the corpora striata generally caused a fall of tempera¬ 
ture, except when the hinder part was injured, in which case it rose 
about 1° F. The experimental evidence is thus conflicting. 

Several clinical cases have been quoted by Hale White in support of 
his experimental results. Cases have also been reported by Nothnagel, 
Kroemer, and others, in which marked vaso-motor disturbances on the 
opposite side of the body were associated with lesions in the corpu^ 
striatum. Thus Kaiser reports a case of vaso-motor paralysis of the^ 
right limbs with ja. temperature in the right axilla varying from 1° 
C. to 16° O. higher than in the left, associated with softening in the 
left gyrus supramarginalis, the left caudate nucleus, and a small cyst in 
the left lenticular nucleus. The lesion in the supramarginal gyrus was 
old, and Kaiser attributes the rise of temperature and the vaso-motor 
paralysis to the lesions ^n the corpus striatum, especially of the caudate 
nucleus, which were more recent; and the oedema was only observed 
about two months before death. This case confirms a similar one re¬ 
port by Quicciardi and Petrazzoni, in which a small hsemorrha^c 
cyst in the left caudate nucleus was associated with right hemiplegia, 
hype^mia and hyperthermia. 

&yond quoting these facts and opinions, however, it does not seem 
possible, in the present state of our knowledge, to express any definite 
opinion on the relation of the corpus striatum to thermal and vaso-motor 
innervation. • 

Summary^ —(i.) Lesions of the lenticular and caudate nuclei may be 
entirdy latent. 

(iL) Lesions, such as heemorrhage, involving the internal capsule as 
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jrell as the nuclei of the co^us striatum, cause hemiplegia of the oppo¬ 
site side, with or without affection of sensation, according as the lesion 
invades both the anterior and posterior division of the lenticulo-optic 
segment of the internal capsule. < 

(iii.) Pseudo-bulbar paralysis results from bilateral lesions in the ganglia 
of the corpus striatum and related fibres of the internal capsule. 
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•'Lesions op the optic thalami. —What has been said of the ob¬ 
scurity of the functional relations of the corpora striata is true also of 
the optic thalami. It is difficult to establish experimental lesions in 
these ganglia without indicting injury on other parts, and clinical cases 
ocdur very rarely in which the lesion is limited to the optic tbalamna, or 
in which an indirect effect on neighbouring structures may not be assumed 
as possible. But, while this is true, there are certain symptoms which, as 
hli^cal experience teaches us, point with considerable probability to a 
lesion implicating the optic thalamus, although we may not be able to 
discriminate between the direct and indirect effects of the lesion. The 
forms of lesion which are most common in the optic thalamus are :— 

(i.) Hsemorrhago; (ii.) softening; (iii.) tumours. 

(i.) Hcemorrhage .—As has already been stated, the central ganglia are 
the most frequent seat of cerebral haemorrhage,'and the rupture often 
extends into the optic thalamus, but does not often begin in it. Aiidral 
found that in 301 cases of cerebral haemorrhage affecting the corpus striatum 
and optic thalamus, only 35 were confined to the optic thalamus^ itself. 
In rupture of the lenticulo-optic arterjes, the extravasation begins iff the 
thadamus, or between it and the corpus striatum; auid it often dahnages 
the posterior part of the intenml capsule. The small vessels which pro¬ 
ceed from the posterior cerebrad or posterior communicating arteries to 
the inner portion of the optic thalamus usually cause hsemorrhages near 
the surface, which aue prone to rupture into th^ventricle. Those from 
the posterior ^erebrad, which supply the hinder part of the optic tbalaniiiH, 
may give rise to haemorrhage into the posterior part of this ganglion, which 
extends either into the ventricle or downward into the crus or pons. 
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(ii.) Softming in the optic thalamus, as in the corpus striatum, is 
usually the result of arterial sclerosis, or syphilitic endarteritis. 

(iii.) T'lmwur of the optic thalamus is relatively infrequent; and still 
more rarely is it limited to the optic thalamus. 

Affections of motion.—Uemiparesis or hemiplegia is generally pre¬ 
sent in lesions implicating the optic thalamus. Thus we find it in all of 
thirteen cases of tumour, in all of four cases of liaBmorrhage, and in five of 
six cases of softening. But there is reason to believe that the motor 
• symptoms are not due to lesion of the optic thalamus as such, but to direct 
or indirect implication of the internal capsule or cerebral peduncle. When 
paralysis is found associated with old thalamic foci, we find them usually 
in'the middle thii;^ or centre of the ganglion. This is in harmony with 
the view that the paralysis is in reality due to implication of the internal 
capsule, as lesions in this situation are more likely to affect the motor 
tracts. These views are fairly in acconlance with the results of experi¬ 
ment. Electrical irritation of the psirt has always failed in my hands to 
produce muscular contraction on, the opposite side of the body. Nothnagel 
has not observed motor paralysis after lesions of the optic thalami. Dr. 
Turner and I, in a recent experiment on a monkey, found that almost 
total destruction of the optic thalamus caused weakness on the opposite 
side of the body, which disappeared within a week; and the probability 
is that the hemiparesis in this case was due to indirect implication of 
the internal capsule. 

When paralysis occurs in man, as the result of lesion of the optic 
thalamus, the clinical picture does not appear to be quite sc uniform as 
that dependent on lesion of the corpus striatum. JThe face and tongue 
are less frequently affected than in the latter case, and sometimes isolated 
paralysis of the arm has been observed. In a case of tumour reported by 
Lloyd the arm was totally paralysed, the leg paretic, and the face 
normal; in one by# Fisher the arm and face were early afiected, and 
the leg at a later date. On the other hand, Eisenlohr (5) records a case 
of symmetrical softening of the pulvinar, on both sides, in which the legs 
wei'o specially weak, the arms slightly so, and the face normal. 

A curious combinatiqn of symptoms has been observed by Meynert 
in two cases of lesion of the optic thalamus ; namely, flexion of the 
arm opposite and extension of the arm on the side of lesion, the head in 
lx)th cases being turned towards the opposite side. Schiff and Nothnagel 
have described similar symptoms after experimental lesions of the optic 
thalamus. Michell Clarke, however, has recorded a case of glioma 
affecting the left optic thalamus and pressing on the internal capsule, 
which caused right hemiparesis with flexion of the right arm and exten¬ 
sion of the right leg, the head and eyes being turned at first to the left, 
but later to the right. This case differs from those of Meynert in that 
the arm on the side of l^ion was not extended. The motor weakness 
observed in connection with lesions implicating the optic fhalamus is 
seldom absolute, and often is a mere paresis, or paresis with rigidity. 

In a ease of soft vascular tumour under my own care there appeared 
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to be bemiparesis; but on testing the movements of the different joints I 
found a stiffness or rigidity rather than actual loss of power. 

Belatlon to mimetic movements.—Nothnagel states that if, in a 
focal lesion with hemiplegia and facial paralysis, Voluntary movement of 
the facial muscles is abolished, while the two sides of the face are alike 
in the expression of emotion, such as laughing, crying, pain, etc., we may 
assume t^t the optic thalamus and tracts connecting it with the cortex 
are intact. 

Many cases have been reported which corronorate this view. Thus ■ 
Zenner reports a case of lesion of the optic thalamus in which paresis 
of the face was -more marked in laughing than rvhen showing teeth 
voluntarily. I have observed the same in a case undj^r my own cafe; 
and Kirilzew has reported a case in which, thoimh the voluntary 
movement of the face was equal on both sides, tfJe right was quite 
motionless in laughing or screaming. On the other hand, cases have been 
reported in which with lesion of the optic thalamus there has been no 
defect in the mimetic movements. Thus Eiscnlohr (5) has reported the 
case of a cavity occupying the greater part of the left optic thalamus and 
posterior part of the internal capsule, in which there was no permanent 
affection of the mimetic action of the face. A similar case has been, 
reported by Jakob; and Senator has described a case of tubercle 
invading the whole of the left optic thalamus, in which there was slight 
obliteration of the right naso-labial fold, which, however, disappeared on 
crying. It would appear, therefore, on consideration of these somewhat 
conti^ictory facts, t^t the relatiqn of the optic thalamus to mimetic 
movements has not yet been satisfactorily established. 

Bechterew, from ’’experiments on rabbits, finds that irritation of 
the optic thalami sets in action a complex of movements necessary for the 
nutrition of the organism, beginning with those of mastication and de^^- 
tition, and ending with those of the bowel. And ha formulates the view 
that the optic thalami are the centres for the various vegetative functions 
of the organism, and of the involuntary movements expressive of feeling 
or emotion. In reference to this hypothesis it is enough to say that little 
or nothing beyond the doubtful relation of the qptic thalamus to psycho¬ 
reflex mimetic movements has been established by clinical observation. , 

Post-hemiplegic chorea.—^Among motor disorders met with in con¬ 
nection with lesions implicating the optic thalamus and neighbourhood, 
unsteady or chorea-like movements in the affected limbs have frequently 
been observed, more particularly in those cases in which there has 
been considerable recovery of volitional control. These movements may 
occur, to some extent, spontaneously; but they are especialjy marked on 
volitional exertion. They.are allied to the mobile spasm of athetosis, 
and the condition is generally named “ hemiplegic chorea.” Hemiplegic 
chorea is usually, in the earlier stages of the ‘affection at least, accom¬ 
panied by some degree of hemiansesthesia. The seat of tthe lesion has 
been, for the most part, in or outside the optic thalamus, implicating, it 
may be, the caudate or lenticular nucleus also; and in many instances it 
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haa acttmlly involved the internal capsule, more particularly its posterior 
or sensory division. It is doubtful how far we should ascribe the choreic 
movement to lesion of the optic thalamus, as such; or to the internal 
capsule. The latter ie^the more probable view, and the phenomena are 
perhaps occasioned by some irritation set up by the lesion. Often, is, 
connection with tumcgar of the optic thalamus, the opposite limbs, more 
particularly the arm, are affected with incoordination varying from slight 
instability to pronounced atax^, and frequently exhibit the characters of 
disseminated sclerosis. The choreic, unsteady, and ataxic movements are 
all probably but vai'ying degrees of the same affection. Unstable or 
choreic movements in hemiparetic limbs, however, are not necessarily in¬ 
dicative of lesion in the optic thalamus, or external to it; as they may 
occur also in connection rvith lesion of the cortex, crus, pons, and other 
parts. 

The pathology of these choreic and ataxic disorders has been the sul>- 
ject of considerable speculation, but it cannot be said that anything satis¬ 
factory has been as yet established. 

Sir J. Crichton-Browne is of opinion that considerable destruction of 
the optic thalamus causes diminution or loss of reflex excitability, but 
this is by no means a constant symptom, and where it has been observed 
the lesion has not been limited to the thalamus itself. The state of the 
knee-jerk varies. In some cases it has been found defective or absent, 
as in a case of tumour of the left optic thalamus rcporte<l by Lloyd. 
But again, as in a case reported by Eisenlohr (5), of symmetrical soften¬ 
ing of both pulvinars, both knee-jerks were increased, and double ankle 
clonus set in. Hence, neither as regards the superficial nor the so-called 
deep reflexes can any definite relation to the optic thalamus be considered 
as established. ' 

Affections of sensation. —Hemianaesthesia, or impairment of sensii- 
tion, has been freqi^ntly observed in connection with lesions implicating 
the optic thalamus. Thus, of four recorded cases of haemorrhage which I 
have examined, there was hemiansesthesia as well as hemiplegia in all. Of 
thirteen cases of tumour, five had heraianassthesia, and two analgesia also. 
One had anaesthesia of the face only (Sinkler); one had anesthesia of 
the leg only (Michell Clarke); one had anesthesia and analgesia of the 
arm (Fisher); and in five there was no affection of sensation. Of six 
cases of softening, in one sensation was unaffected (Zacher); one had 
almost total hemianalgesia (Eisenlohr, 5); one had severe paresthesia 
(Edinger); while in the others the condition of sensation was not 
specially mentioned. The cases, however, are so numerous in which 
sensation has been unaffected, notwithstanding the existence of lesions in 
the optic thalamus, that we cannot attribute the loss of sensation in 
these in which it has been observed to lesion of the optic thalamus itself; 
and the probability is tiiat the symptoms have been actually due to 
direct or indirect implication of the posterior or sensory tsacts of the 
internal capstile. Tingling, and other forms of parsesthesia, are not in¬ 
frequent in cases in which there is no obvious loss of sensation; and in 
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some cases there is a painful hypereesthesia conditioned without doubt by 
irritation of the sensory tracts of the internal ca{»ule. Thus Edinger 
records a case of softening in the left optic thalamus in which the 
focus lay directly on the sensory fibres of the intifmal capsule. On the 
fiay after the onset there was right hypereesthesia, followed by violent 
pains in the right half of the body, pains so severe as to lead the 
patient to commit suicide two years later. 

Meynert attributed the abnormal position assumed by the limbs 
in his patients to disturbance of the muscular sense, a view which is also 
shared by Nothnagel. Jackson records a case of softening of the 
right optic thalamus in which the patient could not distinguish between 
b^ls of different weight placed in his left hand. As the loss of muscular 
sense in these cases is always associated with impairment of cutaneous 
sensibility, the recorded facts do not, in my opinion, justify the conclu¬ 
sion that the optic thalamus stands in any special relation to the so-called 
muscular sense, whether this be taken to signify the power of appreciat¬ 
ing weights or the ability to recognise passive movements communicated 
to the affected limbs. 

Affections of the fecial senses .—With general hemianaesthesia the 
special senses are occasionally affected by lesions invading the optic 
thalamus. This is especially so in tumours. Of the special senses 
vision is most apt to suffer, and the affection is usually of the homo¬ 
nymous hemiopic character, such as results from lesion of the visual 
centres or optic radiations. Thus in thirteen cases of tumour of the optic 
thalamus which I have examined, hemianopsy was present in six, absent 
in three, and not mentioned in four. 

Turner and I found that destruction of the left optic thalamus in a 
monkey (after division of the corpus callosum and exposure of the 
ventricle) caused total blindness of the right eye lasting for about a week, 
followed by right hemianopsy which persisted unti) the death of the 
animal some months later. There was no obvious injury to the corpus 
geniculatum externum, but the optic radiations were degenerated. I can¬ 
not find any clinical case in which similar symptoms occurred. But in 
one recorded by Kirilzew, of glio-sarcoma of the left optic thalamus 
with haemorrhagic extravasations in the internal capsule, there was double 
amblyopia without hemianopsy; and a similar condition was observed 
by Jakob in a case of extensive destruction of one optic thalamus. 

In the majority of stationary lesions of the optic thalamus vision 
does not seem to have been impaired. And yet the obvious origin of 
some of the fibres of the optic tract from the pulvinar, and the secondary 
atrophy which ensues in it when the visual centres are destroyed, furnish 
grounds for assuming that lesions in this region may cause hemianopsy 
independently of lesion of the optic radiations or external genicukte 
body. Several instances of hemianopsy in relution with lesion of the 
pulvinar have been put on record, namely, by Jackson, Gofers, Edinger, 
and Henschen. 

Against these, however, must be set the cases reported by Zacher 
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and Mills. In Mills’ case there was a haemorrhagic cyst which had 
destroyed about two-thirds of the substance of the optic thalamus, 
including the entire external tubercle and a large portion of the pulvinar ; 
and yet there was no nemianopsy. In Zacher’s case there was almost 
complete degeneration of one pulvinar, also without hemianopsj^i 
Hensohen is of opinion, from his examination of all the recorded cases of 
hemianopsy in connection wi^h lesion of the optic thalamus, that no 
relation can be considered as proved between hemianopsy and lesion of 
the optic thalamus as such. Nor are the facts sufficient to indicate the 
precise relations of the pulvinar, external geniculate body, or corpora 
quadrigemina in the visual scheme. 

As regards ai&ction of the other forms of special sense there are com¬ 
paratively few observations. In a case reported by Hughlings Jackson 
hearing was equal on both sides, but taste was slightly diminished on the 
opposite side. The patient in smelling sniffed with one nostril only, but, 
as he remarks, this nuiy have been due to the general anajsthesia rather 
than to any affection of smell proper. In a case of tumour of the right 
optic thalamus under my own care, hearing on the left side was much 
diminished; smell and taste were, however, nornial. In a case reported 
by Henscheii of hsemorrhage in the left pulvinar, hearing in the right 
ear was defective; and in Zenner’s case of tumoim of the left optic 
thalamus hearing in the right ear was not so acute as in the left. In 
Zenner’s case there wore also subjective olfactory sensations, and smell in the 
left nostril was not so acute as in the right. In a case reported by Engel 
of a large gumma growing from the back of the fornix, and extend¬ 
ing over both optic thalami, there was abolition of smell and taste, then 
of hearing, and lastly of sight. In none of these ciises, however, can im¬ 
plication of the internal capsule be excluded. 

The relation of lesions of the optic thalamus to vaso-n^otor ami 
thermal disturbances is very uncertain, and they have no diagnostic 
significance. The experiments of Hale White and of Ott on the 
influence of lesions of the optic thalamus on the temperature of the 
body are neither harmonious nor conclusive. White, on puncturing the 
optic thalami in rabbjts, at first observed considerable elevation of 
temperature on both sides of the body; but from later experiments 
he came to the conclusion that the rise in temperature, which at most 
was only slight (0'9 F.), was really due to lesion of the corpus striatum. 
Ott found that puncture of the anterior part of the optic thalamus 
caused a rise in temperature, but he has since come to the conclusion that 
the puncture must enter the tuber cinereum, which he regards as the true 
centre of thermotaxis. Turner and I observed no affection of tempera¬ 
ture on destruction of the optic thalamus in a monkey. An examination 
of the recorded clinical facts does not, in my opinion, show any constant 
relation between lesions 8f the optic thalamus and changes in temperature, 
or disturbance of vaso-motor innervation. 

Wharton Sinkler has recorded a case of softening in the posterior 
part of the right optic thalamus in which death took place from profuse 
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intestinal haemorrhage without any apparent ulceration of the intestinal 
mucous membrane. Ho connects the intestinal haemorrhage with lesion 
of the thalamus; and in support of this view he quotes the experiments 
of Brown-S6quard, Lussana, and others, who found that when lesions were 
made in the optic thalami ecchymosis occurred in the mucous membrane 
of the stomach and colon. If, however, there -Hfere any real relation 
between the phenomena we should expeef. it to occur more frequently, 
seeing that lesions of the optic thalami are by no means uncommon. 

thmmary. —(i.) Lesions of the optic th^amus cannot with certainty ‘ 
bo distinguished from those involving the sensory division of the internal 
capsule and optic radiations. 

(ii.) Paralysis of the mimetic movement of the face, and the occurrence 
of post-hemiplegic choreic disorders, are in favour of lesion implicating 
the opposite optic thalamus. 
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Lesions of the cruka cerebri. —^The crqra cerebri are the con¬ 
necting link between the cerebral hemispheres and the lower centres, and 
form the paths by which sensory impressions are conveyed upwaids and 
motor impulses transmitted downwards. Each crus is composed of two 
parts—a posterior, or dorsal, forming the tegmentum; and an inferior, or 
ventral, termed the “ foot of the crus ”; the two being separated by a 
layer of gray matter termed the “ substantia nigra.” The exact relations 
of the various centres and tracts which constitute the tegmentum, 
sulistantia nigra, and foot are as yet very imperfectly determined; 
but there is good reason to believe that the sensory tracts ascend to 
the cerebral hemisphere in the tegmentum: ^lt is also certain, from 
embryologicfi.1 investigations as well as by a study of secondary degenera¬ 
tions, that the pyramidal tracts which convey impulses from the motor 
convolutions are situated in the foot of the crus, and more particularly 
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in the middle third or middle two-fourths of this structure. That portion 
of the crus which lies external to the pyramidal tracts, which was at one 
time supposed to be the path of the sensory tracts from below, has been 
shown by recent mv%stigations to contain fibres which connect the 
occipital and temporal lobes with the gray matter of the pons, an^ 
probably indirectly yith the cerebellum. The region internal to the 
pyramids consists of tracts which descend from the lenticular nucleus and 
frontal convolutions, and include those which form the anterior division 
and knee of the internal capsule. In these are contained the tracts from 
the tongue and facial centres. Internal or mesial to these are fibres 
which, according to Flechsig, as well as according to Turner and myself, 
descend from thefprefrontal regions; though this is doubted by Zacher, 
who traces them irom the lenticular nucleus. All the tracts, except those 
which form the pyramids, appear to end in the gray matter of the upper 
part of the pons. 

The crura cerebri are subject to lesions of various kinds. Ha;mor- 
ihage limited to the crus is comparatively rare. The same is true of 
thrombotic softening, dependent on obliteration of some of the branches 
of the posterior cerebral artery. Abscess is occasionally found invading 
the ems as well as the optic thalamus and pons. Tumours in the crus, as 
such, are mostly tuberculous nodules. More frequently the crura are 
invaded by tumours growing from the base of the skull. Most of the 
lesions described have been found in the foot or ventral part, and 
we know more of the symptoms caused by lesions here than in the 
tegmentum, to which they are very rarely limited. 

The complex of symptoms which is characteristic of crus lesion is an 
alternate hemiplegia involving the limbs, and often also the lower facial 
region on the opposite side, and the muscles supplied by the third nerve 
on the same side. When this combination occurs simultaneously the 
diagnosis of a les:jpn of the crus is certain. It is less certain if the 
hemiplegia occur first, and the oculo-niotor paralysis at a later date or 
conversely, though several cases of this kind are on record (Putawski 
and Goldscheider). 

The affection of the third nerve is nearly always complete, involving 
both external and inteAal muscles of the eyeball. Thus there is ptosis, 
which is often the most prominent and earliest ocular symptom, external 
strabismus with diplopia and giddiness, and mydriasis. Occasionally the 
oculo-motor paralysis is only partial, and in particular affects the levator 
palpebrsB or the internal rectus. Cases have been observed in which the 
iris has escaped (Gowers). A superficial lesion may cause oculo-motor 
palsy without hemiplegia by damaging the root fibres of the third nerve; 
and partial lesions in the middle line, beneath the corpora quadrigemina, 
may cause symptoms of acute nuclear ophthalmoplegia. 

A tumour growing Srom one crus may also invade the third nerve on 
the other side, and thus cause a double oculo-motor palsy. So also the 
limbs of bow sides may be affected by a tumour primarily affecting one 
crus, and gradually encroaching on the other; and Weissmann has 
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recorded a case in which an intra-peduncular hydatid caused^ complete 
paralysis of all four limbs, without paralysis of any of the cranial nerves. 
In connection with tumours, irritative symptoms may occur in the form 
of spasms and tremors of the paralysed limbs. 

Along with motor hemiplegia there may be impairment or loss of 
sensation. This would appear to occur more particularly when the 
lesion extends into the tegmental region of the crus; yet cases have been 
recorded in which lesions have been found in the tegmentum without 
causing any noteworthy affection of sensation. Thus Giiewe has 
recorded a case of tumour in the right tegmentum cruris, extending to 
the optic thalamus in front and the corpus quadrigeminum behind, which, 
though giving rise to weakness of the left side, caused no oculo-motor 
palsy or obvious loss of sensation; the patient complsmed, however, of 
pins and needles at the tips of the fingers. Krafi't-Ebing has related a 
similar case. Yet this does not negative the view that the tegmentum 
contains the sensory tracts, as it is well known that tumours may compress 
the tracts in which they occur without entirely destroying them. In 
Weber’s well-known and much-quoted case of a large focus of haemorrhage 
primarily situated in the inner part of the crus, there was considerable 
loss of sensation—in all probability the indirect effect of pressure on the 
sensory tracts in the tegmentum. A case of a similar nature has been 
reported, by Mayor, in which the lesion was also limited to the inner 
half of the crus. There was motor but no sensory paralysis. 

Besides the motor and sensory symptoms above described, there 
have been cases in which the affection of the opposite limbs was 
of an ataxic character. Thus Krafft-Ebing has recorded a case of 
tubercle situated in the tcgment of the right crus, which caused left 
hemiataxy ] and he quotes similar cases reported by Buss and Kahler 
and Pick. 

Blocq and Marinesco observed a case of tubercle, of the right crus, 
specially implicating the locus niger, which caused tremors of the left 
limbs, especially of the arm, similar to those of paralysis agitans, but 
increased on voluntary movement; and Sachs also has recorded a case of 
thrombotic softening of the crus, which caused wild ataxic movements 
of the left arm when voluntary movements were tfttempted. 

In lesions of the crus cerebri the special senses are, as a rule, un¬ 
affected, or if so only indirectly; a fact which serves to discriminate 
such lesions from those due to implication of the internal capsule. The 
immediate contiguity of the optic tract would lead one to expect occasional 
hemianopsy, but I haA'e not been able to discover any recent case in 
which this occurred from crus lesion. 

The views of Budge and Afanasieff as to the relation of the crus to 
the functions of the bladder are not supported by clinical observations; 
but Nothnagel quotes cases which show that vaso-motor disturbances 
in the paralysed limbs, in the form of oedema with increased temperature, 
are not uncommon. 

Summary .—Simultaneous paralysis of the third nerve on one side, 
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and of the limbs on the other, is pathognomonic of lesion of the crus 
cerebri. 
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LiESIONS OF THE CORPORA QUAOBIGEMINA. —The anterior tubercles 
or nates are connected ■with the optic tracts by means of the anterior 
brachia and corpora geniculata externa. The posterior tubercles or testes 
are connected by the posterior brachia with the corpora geniculata 
interna, and thus indirectly with the cortex of the temporal lobe. The 
inferior connections of the anterior tubercles are mainly through the 
mesial fillet, by means of which each tubercle is connected directly with 
the nuclei of the posterior columns on the opposite side. Those of the 
posterior tubercles are chiefly through the lateral fillet. Tumor and I (7) 
have found that section of the lateral fillet, including destruction of its 
nucleus, is followed by degeneration upwards into the posterior quad¬ 
rigeminal tubercle on the same side, and downwards to the lateral 
medullary tract and spinal cord. By means of the lateral fillet also the 
posterior tubercle is comiected with the cochlear root of the auditory 
nerve, the corpus trapezoides, and superior olivary* body; for division of 
the auditory nerve between the accessory ganglion and the side of the pons 
causes degeneration in the corpus trapezoides and superior olives on both 
sides, together with bilateral degeneration of the lateral fillet, more 
marked on the opposite side. 

Diseases affecting the corpora quadrigemina are rarely confined to these 
structures, and localised haemorrhage or softening is practically unknown. 
The most common lesion^s tumour, but even tumours occur in this situation 
more rarely than in other parts of the brain. In all I have been able to 
discover about thirty cases of tumour of the corpora quadrigemina on 
record. A unique case of traumatic lesion by a bullet has been recorded 
by Eisenlohr. In the majority of cases of tumour of the corpora 
quadrigemina the neighbouring parts are also more or less implicated; 
especially the optic thalamus, tegmentum pontis, the superior cerebellar 
peduncles, and often the cerebellum itself. Hence, in the complex of 
symptoms so caused, it is doubtful how much is due to lesion of the 
corpora quadrigemina as such, and how much to disturbance of function 
of the 'other structures mentioned. But, while this is so, there are certain 
symptoms, or,rather an assemblage of symptoms, which ar8 suggestive 
of tumour in the corpora quadrigemina or the immediate ncighbourhoofl. 
These are, as Nothnagel has pointed out, first, an unsteady reeling gait. 
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eq)ecially if this appears as the first syffiptoin; secondly, ophthalmoplegia, 
not quite symmetrical or implicating all the ocular muscles in equal 
degree. 

First, as to gait.—This is usually described as being that characteristic 
K)i a drunken person. It resembles that of cerebellar disease rather than 
ataxy, though in a case reported by myself (6) rthe opposite leg was 
lifted high and thrown forwards in an ataxic manner. Nothnagel found 
this symptom in all cases of tumour implic&tiug the corpora quadrigemina 
examined by him, except in one recorded by Gowers, in which the- 
lesion was partial and affected only the anterior tubercles (9). It was 
present in all the cases that have been recorded since 1889, except in 
one described by Riiel in which the gait was not iqhntioned; and "in 
another by Guthrie and Turner in which the patient^ when be came 
under observation, was unable to stand; though probablj’^ bis gait had 
been of the usual character in the early stages of the disease. 

As the disease advances, walking or even standing becomes impossible; 
but even when this occurs there is no real motor paralysis except when 
the disease in its growth presses on the motor tracts of the internal 
capsule or crus cerebri. 

The reeling gait and unsteadiness of equilibrium have been attributed 
by some to affection of the cerebellum itself, or of its superior peduncles, 
rather than to affection of the ganglia themselves; but the experiments 
of Rolando, Serres, Cayrade, and Goltz on the lower animals, as well as 
my own on monkeys, render it probable that lesions of the ganglionic 
masses of the corpora quadrigemina themselves are sufficient to induce 
these disorders (6). Nothnagel (11) arrives at essentially the same con¬ 
clusion from an exaniination of the clinical cases. The reeling gait is 
not, however, pathognomonic, as it occurs also in disease of the cere¬ 
bellum and in hydrocephalus; but if, as Nothnagel remarks, it occurs as 
the first symptom, and especially if it coexist with oculo-motor dis¬ 
turbances, it points rather to affection of the corpora quadrigemina than 
of the cerebellum itself. 

As a rule the reeling gait occurs before the oculo-motor paralysis ; 
but in some recorded cases the ocular symptoms, especially ptosis, showed 
themselves first (Taylor, liansom, and Bruns). 

Secondly, as to the oculo-motor symptoms.—Nothnagel has never 
seen complete ophthalmoplegia in cases of tumour of the corpora quad¬ 
rigemina. There was, however, complete external third nerve palsy 
in a case reported by Goldzieher ; nearly complete double external 
ophthalmoplegia in Taylor’s case; and in Bruns’ case there was double 
oculo-motor paralysis, external and internal. The most common oculo¬ 
motor symptoms are, first, ptosis on one or both sides; secondly, limita¬ 
tion or loss of the upward movements; thirdly, limitation of the lateral 
movements. In a case reported by myself thfc upward and dow’nward 
movements "^were good, but there was limitation of the, lateral move¬ 
ments. In the case of bullet wound reported by Eisenlohr there was 
divergent strabismus with defective internal movement of the left eye, the 
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wound being on the right side. In Ransom’s case there were constant 
slight clonic movements of the upper eyelids and of the internal recti 

Paralysis or paresis of convergence is not uncommon, as in the cases 
reported by myself, Bruns, Bristowe, Kolisch, and others. The sixth nerve 
may entirely escape; but in some cases there is paralysis or paresis of on%w 
or both external recti. Thus in Ransom’s case the left eye was turned 
strongly inwards, and the right^eye also, but to a lesser extent. Nystagmus 
does not appear to be common, but it was noted in my own and 
Taylor’s cases. The oculo-motor symptoms are not due to lesion of the 
ganglionic structure of the corpora quadrigemina, but to implication of 
the subjacent oculo-motor nuclei. There were no oculo-motor Bymptt)ms 
iii a case reported by Nothnagel, nor in another by Weinland. 

Irritation of the corpora quadrigemina on one side causes dilatation 
of both pupils, especially of the opposite one. There appears, however, to 
be no definite or constant relation between lesions of the corpora quadri¬ 
gemina and the state of the pupils. The pupils may remain active while 
there is almost complete external ophthalmoplegia, as in the cases reported 
by Taylor, Goldzieher, Bristowe, and others. The pupils in some cases 
react sluggishly. In the case reported by Eiscnlohr the reaction to light was 
lost in both eyes. In that by Guthrie and Turner the light reaction was 
also probably lost. In Ruel’s case the pupil on the side of the tumour 
was dilated and immobile, and at a later date both pupils became inactive 
both to light and accommodation. In my own case there was loss of 
the power of convergence ; the pupils were equ<al and contractile^ to light, 
but did not contract on attempts at accommodation. In 'Weinland’s 
case, in which the tumour was situated on the left side, the pupils were 
dilated, the right being larger than the left; thb reaction to light was 
retained, but on convergence the reaction was feeble on the right side. 
The pupils are in may cases dilated oi- unequal. 

Affections of vision.—The obvious connection of the anterior tubercles 
of the corpora quadrigemina wdth the optic tracts, and the secondary 
atrophy which ensues when the corresponding optic tracts are divided, 
or the cortical centres of vision dcstroycrl, show these bodies to l>e 
important parts of the visual apparatus; but their exact relations to the 
sense of vision are not clear. Many experimenters have found that 
destruction of the optic lobes, or anterior corpora quadrigemina, causes 
total blindness; but these results receive little support from the facts 
of clinical observation. Dr. Bastian mentions a case of total blindness 
apparently due to a patch of softening almost limited to the anterior 
quadrigeminal bodies. Nothnagel, however, as the result of his examina¬ 
tion of reported clinical cases, makes the statement that vision or visual 
acuity may be unimpaired although the corpora quadrigemina be entirely 
destroyed. In ESsenlohr’s case of bullet wound of the right corpora 
quadrigemina, there wa#no affection of vision immediately after leceipt 
of the inju]^; but three months later vision in the right eye was 
diminished, and at a still later date visual acuity was diminished in both 
eyes. The probability is, therefore, that the defective vision was due to 
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lecondary changes in the optic nerves, as otherwise the affection of vision 
ihould have occurred on receipt of the lesion. 

In almost all the cases of disease of the corpora quadrigemina, in 
ivhich vision has been defective, the lesion has teen of the nature of 
rumour, with coincident optic neuritis or internal hydrocephalus. In 
Taylor’s case, however, there was no optic neuritis, and yet the child was 
blind j and Dr. Ransom is of opinion that in his case the defective vision 
was greater than could be accounted for by the neuritis. It should also be 
remembered in this connection that there may be perfect vision, notwith¬ 
standing the existence of considerable neuritis; as was pointed out long 
ago by Hughlings Jackson. Defective vision from optic neuritis usually 
sets in only when the inflammation gives place to seconc^ary atrophy. In 
most cases, however, of unilateral lesion of the corpora quadrigemina, with 
defective vision, there is little or no difference in the visual acuity of the 
two eyes; and this increases the probability that the true cause is either 
optic neuritis or internal hydrocephalus. 

It is obvious from these facts, therefore, that a direct relationship 
between the anterior quadrigeminal tubercles and the sense of vision is 
far from being established by clinical observation. 

Affections of hearing.—Experimental observations, as well as a stiidy 
of the course of degeneration in lesions of the temporal lobe (p. 319), 
render it probable that the central tracts of the cochlear nerve ascend 
through the opposite lateral fillet, posterior tubercle, brachium and internal 
geniculate body, and thence to the internal capsule. It is important, 
therefore, to examine whether there are any evidences of affection of 
hearing in connection with diseases of the corpora quadrigemina. Wein- 
land has analysed thJ clinical records in this relation, and finds that 
in nineteen cases of tumour of the corpora quadrigemina hearing was 
affected in nine; and of those, five had impairment of hearing on both 
sides. In three cases (reported by myself, Weinlands' Ruel) hearing was 
impaired on the side opposite the tubercles affected; and Weinland con¬ 
cludes, therefore, that disease of the posterior corpus quadrigeminum 
causes affection of hearing on the opposite side. There are, however, 
many difiSculties in the way of arriving at a correct conclusion on this 
point; chiefly dependent on the mental condition of the patients, who 
usually present a considerable degree of mental dulness, somnolence, and 
apathy. Hence impairment of hearing, even if observed, may be attributed 
to this cause; or, unless very pronounced, it may altogether escape 
observation. 

Affections of motion and sensation.—As a rule, in lesions of the 
corpora quadrigemina there is no motor paralysis or loss of sensation; 
and where such exists it may be referred to direct or indirect implication 
of the motor or sensory tracts of the cerebml peduncle or internal capsule. 

Tremors, however,are not uncommon, chiefly ofthe arms; and especially 
on volitional movement, like those-of disseminated sclerosis. i Tremors of 
this character were observed in ten out of seventeen cases I have analysed 
{vide cases by Ferrier, Weinland, Bruns, Ilberg, Bristowe, Kolisch, Taylor, 
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Eisenlohr, Pilz, Guthrie and Turner). In five of these there was also 
some degree of motor weakness; in the others this was not obseiwed. 
The tremors were either bilateral, or, if unilateral, on the side opposite 
the lesion, except in Weinland’s case. In those cases in which the tremor 
was bilateral the lesion was not strictly confined to one side. Oscillatioii 
of the head and neeje, as well as of the limbs, was noted in the eases 
reported by Bristowe and by Taylor. In Ilberg’s, and also in Eisenlohr’s 
case, the tremors were described as being similar to those of paralysis 
agitans. 

An examination of the cases, in which an exact necropsy was 
made, shows that in all in which tremors were observed, the lesion was 
not confined to the corpora quadrigemina, but implicated also the optic 
thalamus, tegmenlum cruris or pontis, or superior cerebellar peduncles; 
and it is a question, therefore, how far the tremors depend on the corpora 
quadrigemina or on the coincident lesions. In this connection it is 
worthy of note that Turner and I have described similar tremors as result¬ 
ing from section of the superior cerebellar peduncles in monkeys (7). 
In our experiments, in which the peduncle was divided between the 
cerebellum and its decussation in the tegmentum, the tremors were con¬ 
fined to the side of lesion. If the tremors observed in clinical cases are 
in reality due to lesion of the superior peduncles, one might explain the 
crossed tremor in unilateral lesion by affection of the cerebellar peduncle 
.above its decussation. 

Experimental irritation of the corpora quadrigemina gives rise to 
tonic or tetanic spasm, passing into complete opisthotonos if the irritation 
be long continued. A condition similar to this experimental result has 
been described by Dr. Hughlings Jackson in connection with tumours 
of the middle lobe of the cerebellum. I am inclined to attribute the 
opisthotonic spasm to irritation of the corpora quadrigemina, rather 
than to the cerebeljum itself. This is supported by Goldzieher’s cjtse of 
tumour of the corpora quadrigemina of the size of a hazel nut, in which 
there were convulsions and opisthotonic spasms of the limbs. 

The knee-jerks are either normal or exaggerated. They may, how¬ 
ever, be abolished even at an early date, just as in cerebellar disease. 
(Guthrie and Turner, Hansom). They were exaggerated in the cases 
reported by Kolisch, Bristowe, and myself. 

In connection with lesions of the corpora quadrigemina it is only 
necessary to allude in this place to paralysis of the ocular muscles, internal 
and external, which occurs from lesions limited to the oculo-motor nuclei, 
as the subject is discussed elsewhere at length (vol. vi. p. 779). These 
are, with the exception of the nucleus of the sixth, situated in the central 
gray substance subjacent to the aqueduct of Sylvius, and consist of 
different cell groups which have probably special relations to the various 
internal and external ocular muscles, and are connected with the sixth 
nuclei by the posterior longitudinal bundles. Lesions of tha oculo-motor 
nuclei may iJe acute or chronic. The most common lesion is a chronic 
degeneration of the nerve cells, similar to that which occurs in bulbar 
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palsy and progressive muscular atrophy, and is mostly associated with or 
followed by symptoms of tabes. The oculo-motor palsy may be limited 
to the internal muscles, or affect some or all of the external muscles, so 
that the condition is one of partial or complete ophthalmoplegia interna 
^3 well as externa. An acute form is more rare, and in its onset and 
pathology resembles acute anterior poliomyelitis, from its analogy with 
this affection Wernicke has named it acute polio-encephalitis superior— 
the term superior being used to distinguish it from a similar affection of 
the nuclei (i • the medidla oblongata, which is named acute polio-encepha- . 
litis inferior,,.^ In. these cases ophthalmoplegia occurs suddenly with ptosis 
and paralyiis of ihe conjugate movements of the eyes, together with loss 
of convergence and the power of accommodation. • Such were the 
symptoms in a case recently under my care which ended *in recovery in the 
course of a few weeks, with the exception of the ]X»wers of convergence 
and accommodation. The reaction of the pupils to light was sluggish, but 
not abolished; several similar instances have been recorded. A third 
form of lesion, termed “sudden nuclear palsy,” has been attributed to 
obstruction of the branches of the basilar artery which supply the oculo¬ 
motor nuclei. The oculo-motor paralysis in this case is usually irregular, 
and associated with some degree of hemiplegia, especially on the side 
opposite the greater lesion. 

Summary. —A regional diagnosis of lesion of the corpora quadrigemina 
is probable when there is a combination of ophthalmoplegia with an 
uncertain or reeling gait. The probability is increased if there is also 
some affection of hearing in one or both ears. 
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Lesions of the pons varolii. —Lesions of the pons Varolii are 
especially diverse in their symptomatology owing to the complex rela¬ 
tions of the pons itself. Not only is it an independent centre, but it 
contains the sensory and motor paths to and from the cerebrum; it 
is intimately linked with the cerebellum by means of the middle 
peduncles, and through it pass many of the cranial nerves in their 
courses to or from their primary nuclei. The symptoms are therefore 
likely to vary greatly acconling to the position a^id extent of the lesion. 
To give an , 0 xplanation of these in all their relations necessitates a 
knowledge of the minute anatomy of the pons, which it*is necessary 
for the purposes of this article to assume on the part of the reader. 
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We may, fiowever, somewhat simplify the symptomatology of lesions 
jf the pons by classifying them with Markowski according as they 
iffect the tegmental or crustal region. Lesions of the tegmental region 
ire specially apt to aihSct the fifth, sixth, seventh, and eighth nerves, as 
well as to cause disturbances of sensation and co-ordination; lesion^ 
of the crustal region affect principally the movements of the limbs, as 
well as those supplied by the seventh, tenth, eleventh, and twelfth 
cranial nerves. 

The pons is liable to various morbid processes, originating in it 
primarily or affecting it secondarily. Of the latter charactei’ may bo 
specially mentioned aneurysm of the basilar artery, and tumours of the 
cerebellum or ba3e of the skull. 

Hsemorrhage^s by no moans uncommon, though it occura much less 
frequently here than in the central ganglia. The haemorrhagic extravasation 
may vary in size from a hemp-secfl to one which causes complete dis¬ 
organisation of the whole stnicture. Ocoisionally there may be several 
small hffimorrhages quite distinct from Oiich other (Knsscll and Taylor). 
Large haemorrhages not infrequently burst into the fourth ventricle, or 
even make their way through the iter into the lateral ventricles. Small 
haemorrhages into the pons arc not necessarily accompanied by a loss of 
consciousness; but if the haemorrhage be large, profound coma occurs \yith 
great suddenness, and leads to death much more certainly and rapidly 
than similar effusions in other parts of the cerebrum. Death takes place 
in a few minutes (7 minutes. Mickle); or in a few hours (2 hours, Rorie; 
4^ hours, Barr). Bode finds that of 78 cases 46 died within twenty- 
four hours. 

In pontine haemorrhage, along with profound coma, there is often 
complete relaxation of the muscular system and contraction of the pupils, 
so that the condition is not unlike that found in opium poisoning. Tonic 
or clonic convulsioijs sometimes occur, rarely unilateral, and often irregular 
in type and distribution. The occurrence of paralytic or convulsive 
symptoms in the limbs of one side and the face on the opposite is patho¬ 
gnomonic of haemorrhage in the pons. When the limbs are paralysed on 
one side there is not infrequently conjugate deviation of the head and eyes 
from the side of the lesion; but if the symptoms are convulsive the devia¬ 
tion of the head and eyes may be towards the side of the lesion. Degluti¬ 
tion is difficult or impossible, and death occurs from cardiac or respiratory 
paralysis; irregularity of rhythm generally preceding the fatal issue. 
Hyperpyrexia is frequently observed, and the temperature may rise as 
high as 109“ F. Haemorrhage may occur in the pons not only from 
diseased arteries but, as has been shown experimentally by Duret, from 
cranial injuries also, more particularly in the frontal region; and I have 
seen several cases of cranial injuries in man in which the symptoms 
were those of lesions of»the pons, in all probability of a similar nature.^ 

Necrotle softening.—^The most common cause of necrotic softening 
of the pons is thrombosis, dtie to atheromatous or syphilitic degeneration 
of the artery or its branches. Embolic softening is exceedingly 
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"ttitCf ibough a case of this kind has been reported by Gowers. If, 
howevei*, as Kothnagel points out^ an embolus sticks in the vertebral, 
the basilar artery may become gradually thrombosed and blocked. 

'■< ^Tumours occasionally grow in the substance bf the pons, but more 
frequently the pons is pressed on by tumours originating at the base, or 
situated primarily in the cerebellum. Sometimes cthe whole pons may 
be enlarged by gliomatous infiltration, constituting so-called hypertrophy 
of the pons. 

Abscess is rare, but the pons is a favourite seat of sclerotic foci, as in - 
multiple sclerosis; though in this latter case the pons is only affected along 
with other encephalic centres. 

AfTectlons of motion. —As a rule in lesions of the pons affections 
of motion predominate over affections of sensation. They may be 
variously grouped, and at the outset it may be mentioned that cases of 
lesions of the pons have been recorded in which no symptoms were 
noted either in the domain of motion or sensation. A remarkable 
instance of this kind has been recorded by Ladame, in which the 
whole i^ons appears to have been transformed into a new formation 
containing no nerve elements, and covered over only by a layer of 
meduUated fibres a line thick. 

Type 1.—The limbs may be paralysed, but the cranial nerves and 
nuclei escape. In this case the lesion is generally in the upper part of 
the pons, and the resulting hemiplegia is indistinguishable from that due 
to lesion of the internal capsule. 

Type 2.—The cranial nerves or nuclei miiy bo affected alone without 
liaralysis of the limbs. In Bennett and l^vill’s case of softening in 
the region of the sixth nucleus there was isolated conjugate deviation 
of the head and eyes. In Mierzejewski and Rosenbach’s case of 
glioma thei’e was right facial palsy and conjugate deviation to the left. 
In Moeli and Marinesco’s case there was paresis ^f the lower half 
of the right side of the face, the right sixth, and right portio minor of 
the fifth, together with affection of sensation on the left side of the 
body. In Elzholz’s case of hmmorrhage there was complete paralysis of 
the right sixth, seventh, and of the twelfth, without palsy of the limbs, a 
rare condition in haemorrhage. 

Type 3.—There may be paralysis of the face and limbs on the side 
opposite the lesion. In this case the lesion must be above the decussa¬ 
tion of the central facial fibres, which is probably about the middle of 
the pons (see cases by Diller, Mills and Zinner, Markowski). The result¬ 
ing hemiplegia may be indistinguishable from that due to lesion of the 
internal capsule, unless some localising symptom be present, such as 
implication of the fifth on the side of lesion, or of the sixth, as in Mills’ 
and Zinner’s case. 

In ten cases which have come under my obsewvation five showed this 
form of paralysis. 

Type 4.—The most characteristic form of paralysis due to lesion of 
the pons is paralysis of one or more of the cranial nerves, especially 
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the fifth, sixth, and seventh on the side of lesion, and of the limbs and 
tongue on the other side. This is the type of the so-called alternate 
hemiplegia (Grubler). ^ 

The most common variety of this alternate hemiplegia is paralysis of 
the face on the side of lesion, and of the limbs on the other. The facial 
paralysis is of the peripheral type, and implicates both the upper and 
lower facial regions; the paralysis of the limbs is of motion alone, 
or of this combined with anaesthesia. In order to cause this group of 
•symptoms the lesion must be below the decussation of the facial fibres; 
that is, below the middle of the i)ons. This grouping of symptoms is 
practically pathognomonic of pons lesion, especially if it occur suddenly. 
It'may, however, 1)6 simulated by a basal tumour, or chronic meningitis, 
compressing the pons and facial nerve; but in this aise the onset is 
usually slow. Joffroy has seen similar symptoms produced by a double 
cerebral lesion. 

(a) The seventh may be the only cranial nerve affected pn the side 
of lesion, but more often other nerves suffer, especially the sixth and 
fifth. Occasionally, but more rarely, the eighth is also implicated. If 
the lesion extend into the medulla oblongata, the eleventh and twelfth 
cranial nerves may likewise become affected, as shown by unilateral para¬ 
lysis of the palate, vocal cord, and tongue ; and in some cases the ninth and 
tenth have been involved. Thus we find the seventh and sixth (Porter, 
Williams); the seventh, sixth, fifth (motor and sensory), and twelfth 
(Jolly); the seventh, sixth, fifth (motor and sensory), and palate (Bristowe); 
the seventh, fifth, and eighth (Miles); the seventh, fifth, and eleventh (vocal 
cord and palate) (de Havilland Hall); and among my own cases I have 
seen the seventh, sixth, fifth, eleventh (vocal cord and palate), twelfth, 
and eighth; and also a case of seventh, sixth, fifth,^ and partially also 
the opposite sixth. Oppenheim records a case in which tubercle of the 
left side of the pons caused paralysis of the left side of the face, loft 
sixth and fifth, right internal rectus, right side of the face in the 
lower part, and the right limbs. In cases recorded by Martin Brasch 
and Mills and Zinner the upper part of the face only was affected, 
on the side of lesion. Jhis is rare. Though in both cases the focus 
, seems to have affected the issuing seventh, as there was also conjugate 
paralysis the lesion may have implicated the posterior longitudinal 
bundle, in which it is probable that the upper facial fibres from the 
third nucleus descend to the genu of the facial nerve. One side of the 
face may be paralysed and the other in a state of spasm. ^ 

' (6) Next in frequency to affections of the seventh cranial nerve and 

limbs is paralysis of the sixth. It is often, as we have seen, affected along 
with the seventh; but the seventh may escape, as for example in the case 
of Blocq and Guinon. Usually the hemiplegia, associated with affection 
of the sixth nerve, does fiot involve the face; but :^ymond recorfs a 
case of suppoBcvI pons lesion in which there was affection of tlfe sixth on 
one side, and the face and limbs on the other; and a similar case has 
been reported by Mills and Zinner. This is a rare form of alternate 
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hen^plegia. There are also cases of paralysis of the face, sixth nerve, 
and limbs on the side of lesion. \^en the root of the sixth nerve 
is implicated there is paralysis of the abducens on that side, irith 
internal strabismus; but if the nucleus of the sixth is affected, there is 
loss of conjugate movements of the eyes towards the side of lesion, if it 
is destructive; and conjugate spasm to the side of* lesion if it is of an 
irritative character. In all the cases that have been reported of this 
affection, the lesion has been in the sixth nucleus, or immediately above 
it, except in one case reported by Senator, in which the lesion was’ 
just below the lower end of the sixth nucleus. The most probable 
explanation of this conjugate deviation from unilateral lesion of the 
sixth nucleus is that the cortical fibres for the opposite external rectus, 
and for the internal rectus of the same side, run down together into the 
region of the sixth nucleus of the, opposite side, having decussated higher 
up, perhaps in the region of the corpora quadrigemina. Of these fibres 
some enter the sixth nucleus, and others ascend by the posterior longi¬ 
tudinal bundle into the third nucleus of the same or the opposite side. 
^It is usually assumed that the fibres which ascend in the posterior longi¬ 
tudinal bundle cross over to the opposite third nucleus; but it is un¬ 
necessary to assume this decussation if, as Kolliker and Perlia hold, 
there is a partial decussation of the fibres of origin of the third nerve in 
the middle line. That the posterior longitudinal bundle contains fibres, 
interruption of which causes paralysis of the opposite internal rectus, 
may be regarded as well established, both by the results of experiment 
and also from clinical cases. Thus Grubler records a case of tubercle 
on the left side, immediately under the anterior segment of the floor 
of the fourth ventricle, which catised paralysis of the right internal 
rectus without implication of the left abducens. As a r^e, in these 
cases of conjugate deviation of the eyes from lesion of the sixth nucleus, 
the power of convergence is retained. * 

(c) Affections of the fifth nerve are, as we have seen, very common 
on the side of lesion. The sensory division seems to suffer more than 
the motor, but not infrequently the two are affected together. The 
sensory and motor divisions were both affected in the cases reported by 
Jolly, Bristowe, de Havilland Hall, and in a case of my own; the sensory 
alone in cases reported by Kolisch, Brasch, Starr, Holmberg, Miles; 
and the motor alone in the case reported by Moeli and Marinesco, and 
in another case under my own care. The region of the skin supplied by 
the fifth usually escapes on the side of the hemiplegia, but it was affected 
in Bristowe’s case, in which there was complete hemiansesthesia, including 
the face. 

Tactile sensibility may be impaired in the region of the trigeminus 
on the side of lesion, and on the limbs of the opposite side; and thus 
we get crossed hemianeesthesia, as in the cdSies reported by Jolly and 
Miles. TBe trigeminal ansesthesia affects either the whole of the region 
innervated by the fifth, or only that supplied by special divisions. 
Thus in the cases reported by Bristowe, Holmberg, and Brasch, the 
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affection, of the fifth was limited to the upper area of distribution. 
Along with the face, the conjunctiva, nostril, and tongue are often 
ansesthetia Cases have been reported of pons lesion in which tactile 
sensibility in the regiofl of the fifth was normal, but in which there have 
been complete analgesia and thermansesthesia (Starr, Holmberg). 

In some cases not.only is the eye on the side of lesion anaesthetic, but 
it may become the seat of neuro-paralytic ophthalmia, as in the cases 
reported by Bristowe, de Havill&nd Hall, Miles, and Starr. It is, however, 
•a question whether the trunk of the fifth was not affected in these cases, 
as the neuro-paralytic ophthalmia is more common in peripheral nerve 
lesions. When it does occur we may, according to my own and Turner’s 
experiments (13),^ssume the existence of an irritative lesion, and not 
the cessation of a trophic influence. 

Taste may be impaired on the side of the trigeminal aneesthesia, 
as in the cases reported by Kolisch and Bristowe. But in de 
Havilland Hall’s case, though there was complete paralysis of the 
fifth, both motor and sensory, taste was normal. Instead of anaesthesia 
of the fifth there may be hyperaesthesia or neuralgic pains. Thus in 
de Havilland Hall’s case the earliest symptom was pain referred to the 
malar branch of the fifth, and the eye became so painful and inflamed as 
to require enucleation. 

Aifection of the motor division of the fifth is shown by paralysis and 
wasting of the muscles of mastication. In some cases, however, there 
may be irritative symptoms in the form of trismus. 

When the tongue is affected it is usually on the side of hemiplegia, 
though it frequently escapes. If the lesion extend down to the 
medulla, so as to implicate the roots or nucleuh of the twelfth, the 
tongue is affected on the side of lesion. Madame Goukovski records 
a case of paralysis of the limbs and tongue on the opposite sides, 
due to softening itv the left olive and pyramid, which also affected the 
roots of the twelfth nerve; a condition of things readily understood 
from the anatomical relations of these structures. 

Bilateral symptoms occur frequently in lesions of the pons, either 
acute or chronic. Bilateral paralysis is especially common in haemor¬ 
rhage, and it may affect either the arms or legs or both; though bilateral 
paralysis of the legs is very rare. Bilateral paralysis is also common in 
cases of thrombotic occlusion of the basilar artery. In a case reported 
by Hoppe there wais, at first, left hemiplegia, with double paralysis 
of the sixth and seventh cranial nerves, and twenty-four hours later also 
right hemiplegia. When the occlusion is confined to the branches of 
the basilar artery we may, as Gowers has pointed out, get successive 
and irregular paralysis of the limbs and cranial nerves in almost every 
variety of distribution. In cases of tumour growing to any size in the 
middle of the pons we may have paralysis of all four limbs and of the 
tongue, with jjhfficulty of articulation and deglutition, as well as double 
paralysis of the fifth, sixth, and seventh cranial nerves. At other times 
the symptoms are quite unsymmetrical. Thus the face may be parsr 
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lysed on one side, together with all four limb^ the afiPection being 
greater on one side than the other; or the limbs may be affected on one 
side and the face on Ijoth. In the case of a tumour originating on 
the one side the spnptoms may at first be unflateral, but ultimately 
become bilateral with the extension of the disease to the other side. 
Thus in the case reported by Blocq and Guinon there was at first 
conjugate paralysis to the right, followed at a later date by bilateral 
conjugate paralysis. The tumour involved the right sixth nucleus and 
jreBB^ on the left, and other similar cases have been reported. 

Affections of bearing.—Affections of hearing are not regarded as 
common in cases of lesions of the pons. Nothnagel refers to cases 
reported by Homberg, Eosenthal, and Huguenin, in alj* of which hearing 
was affected on the side of lesion. Of twelve cases of tumour and five 
of softening of the pons, together with ten others which have come under 
my own observation, I find that hearing was affected on one or both sides 
in five. In KoUsch’s case (tumour of the right tegmentum) hearing 
was affected chiefly on the side of lesion. In Bristowe’s case (tuber¬ 
culous mass chiefly in the left side of pons) hearing was affected especially 
^in the right ear. In this case there was left hemiplegia. In Diller’s 
case, in which there was left hcmiparesis, hearing was defective on the 
left side. In Miles’ case (tumour in the left half of the pons) hearing 
was defective on the side of lesion; and in a case under my own care, in 
which there was hemiplegia and paralysis of several of the cranial nerves 
on the right side, hearing was defective in both ears, beginning on the 
right side; that is, three times exclusively, or mostly, on the side of lesion, 
and twice on the opposite side. 

In Jolly’s case (tUmmu' on the loft side of the pons, just under¬ 
neath the floor of the fourth ventricle) degeneration was found in the 
tracts now usually regarded as the central paths of the cochlear nerve ; 
namely, the corpus trapezoides, striae acusticae, and crossed lateral fillet 
This, according to theory, ought to have been associated with bilateral 
affection of hearing, which, however, does not appear to have been the 
case,—a fact difficult to explain, unless we assume that the tumour did 
not actually destroy the continuity of these tract). 

Besides the actual impairment of hearing, such as occun’ed in the 
above-mentioned cases, subjective sensations of sound have also been 
observed in several instances. 

Affections of cutaneous sensation.—Affections of sensation are of 
frequent occurrence in connection with lesions of the pons. Ladame 
found hemianaesthesia along with hemiplegia in about one-third of the 
cases. The hemiansesthesia may include the face and limbs on the 
same side, which is rare (Kolisch); or the face may be affected on the 
side of lesion, and the limbs on the other side, which is the common 
form, according as the lesion is above or below«the point of junction of 
the ascendixg and descending roots of the fifth nerve (S,taiT, 44 ). Or 
we may get the fifth affected on both sides, and the limbs only on one 
side, as in Bristowe’s case, in which there was ansssthesia of the face 
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on the side of lesion, and hemiantesthesia of the opp<^te side, including 
the face. The degree of disturbance of sensation varies from slight 
diminution up to complete abolition, and all forms of sensibility appear to 
be about equally affected. 

The position of the sensory tracts in the pons is a subject which' 
cannot bo said as yet* to have been definitely determined. So few cases 
of limited lesions, accurately investigated, have been reported, that it is 
difficult to speak with any certainty on the point. 

• The lesions producing ansesthesia are, according to Nothnagel, usually 
situated laterally and near the floor of the fourth ventricle. In a later 
analysis of the recorded cases, Starr (44) by a process of exclusion arrived 
at ‘the opinion tha| the sensory tracts in the pons must lie between the 
deep transverse fibres and the gray matter of the fourth ventricle; that 
is, in the lemniscus or formatio reticularis. 

Moeli and Marinesco, in an exhaustive paper (32), in which they 
describe one new case and examine all those previously recorded, conclude 
that in all cases in which the fillet and the ventral part of the formatio 
reticularis were affected there were disturbances of cutaneous sensibility ; 
and that when those parts were not affected cutaneous sensibility was 
intact. Whence they argue : “ We can localise the paths of cutaneous 
sensibility either in the mesial fillet alone, or in it together Avith the 
neighbouring part of the formatio reticiilaris.” Buss, however, records 
a case of softening of the formatio I'eticularis reaching quite up to the 
fillet, in which tactile sensibility Avas unimpaired. This case Avould seem 
to exclude the formatio reticularis from any shiire in the conveyance of 
sensory impressions. And Blocq and Guiiion record a case of tumour 
implicating the fillet in which there was no affection of sensation. Turner 
and I (13) have found that after destruction of the clavate and cuneate 
nuclei in monkeys, complete degeneration takes place in the mesial fillet 
without any affecticii of cutaneous sensibility, and, indeed, without any 
notable symptoms except a transient unsteadiness of gait. It is obvious, 
therefore, from facts like these, that there are serious objections to the 
vieAv that the mesial fillet is the path of tactile, or, indeed, of any of the 
forms of conscious sensil^jlity. Our experiments point to the short fibre- 
systems of the tegmentum, or the formatio reticularis, as being the path of 
transmission of cutaneous sensation proper. Starr and others have 
attempted to trace the differentiation of the paths of the different forms 
of sensation,, but for the present we cannot regard this as having been at 
all satisfactorily made out. 

Ataxic disorders.—Ataxic disorders have been frequently observed in 
connection Avith lesions of the pons, and Nothnagel is of opinion that 
these may be attributed to pontine lesions as such, apart from implication 
of the cerebellum or its pedimcles. 

MoeU and Marineseef state that in all cases in which ataxy has 
been a noteA^orthy symptom, the middle and ventral pflrts of the 
tegmentum have been affected. In almost all these cases there were 
disturbances of cutaneous sensibility; but Buss and Leyden have each 
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recorded a case in which ataxy was well marked, but tactile sensibility 
apparently unimpaired. Goldscheider insists on the relation of ataxy 
to disturbance of the muscular sense, and records a case of ataxy with 
loss of so-called muscular sensibility due to lesion of the interolivary 
tracts between the roots of the twelfth nerve and the raph4. Eeinhold 
has also recorded a case of focal lesion in tke right side of the 
medulla associated with ataxy of the right arm, which he attributes to 
implication of the fibres of the fillet arising from the right post^columnar 
nuclei. Jolly, however, has recorded a case of lesion of these very parts* 
in which there was no ataxy. 

It is obvious from the above facts that the pathology of the ataxic 
disorders occasionally met with in connection with lesions of the ponS is 
in need of further investigation. 

The gait has been frequently described as of an uncertain or 
reelino' character, similar to that which is seen in connection with cere¬ 
bellar disease. Many cases of this kind might be referred to. In 
Penzoldt’s case there was, besides the reeling gait, a tendency ^ to 
retropulsion; and in Ewald’s case there wore also pendulum - like 
oscillations of the limbs. In a case reported by Williams (gliomatous 
affection of the whole pons) the patient would tumble about, fall forwards, 
or spin round like a top. These disturbances of station and locomotion 
may bo partly due to vertigo, with which they are often associated; or 
both symptoms may bo duo to the same cause, namely, implication of 
the cerebellum or its peduncles. As nearly all the well-marked cases of 
this affection have been of the natxire of tumour, an indirect influence on 
the cerebellum must always be assumed as probable. Choreic movements, 
or jerky tremors similar to those seen in disseminated sclerosis, have also 
been noted in connection with lesions of the pons, and are probably also 
indirect effects, not characteristic of pontine lesions as such. 

Affections of articulation and degrlutitlon.—Affactions of articulation 
and deglutition, particularly the former, are common in connection with 
lesions of the pons j they are usually very pronoimced in occlusion of the 
whole basilar artery, as in a case reported by Hoppe. 

Impairment of articulation in pons lesion without doubt, due to 
affection of the central fibres of the hypoglossal; but dysphagia, when it 
occurs, is probably due to indirect implication of the medulla oblongata; 
or is a secondary result of the impairment of the movements of articulation 
which form the first part of the act of deglutition. 

Anarthria occurs more particularly when the pontine lesion is bilateral. 
Unilateral lesions of the pons may exist without any impairment of 
articulation. From an analysis of 27 recorded cases Markowski finds 
that of 18 of unilateral lesion there were 10 in which there was no 
dysarthria j of these, 7 were lesion of the right half of the pons, and 3 of 
the left. In the remaining 8—or, on more criticM analysis, 6-—^impairment 
of articulation was observed. In 9 cases of bilateral le^on there was 
only 1 in which anarthria did not occur. The conclusion, therefore, from 
these facts is that bilateral lesion of the pons almost always, and 
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unilateral in 1<&8 than one-half of the cases, cause impairment of articula¬ 
tion. The results are the same whether the lesion is in the right or in 
the left side; so that the view of Wernicke, that the articulatory 
tracts run specially in the left half of the pons, is not substantiated. The 
paths of articulation appear, from Markowski’s observations, to run 
specially in the medio-dorsal portion of the pyramid. In his own case,' 
in which there was well-marked dysarthria and dysphagia, there was 
total destruction of the left pysramid, and only a small focus in the medio- 
dorsal part of the right pyramid. He quotes a similar case, reported by 
Raymond, in which there were two small foci in the middle line of 
the pons which could only have injured the medio-dorsal part of the 
P3rramidal tracts.« 

HypeppypexiiP.—Many other symptoms occur in connection with 
pontine lesions, but are not peculiar to them. There is one, however, 
which deserves special mention, namely, hyperpyrexia. This occurs more 
particularly in connection with sudden lesions, such as haemorrhage. The 
temperature not infrequently rises above the normal within an hour of the 
onset of haemorrhage, and speedily rises to 104° or 106°, or even higher, 
before death. In a case reported by Barr the temperature rose to 109°. 
A similar rise may occur in sudden obstruction of the basilar artery, pre¬ 
ceded by an initial fall, such as not infrequently occurs at the onset of 
cerebral haemorrhage. Bastian reports a case of this kind in which 
there was an initial fall to 95° F. in the rectum. In chronic lesions of 
the pons, such as tumours, softening, etc., there may be no material 
alteration of the temperature. In some cases it is actually subnormal. 

The pupils.—The state of the pupils has been already specially 
referred to in connection with the symptoms o^ haemorrhage into the 
pons. In pontine haemorrhage the pupils are usually minutely contracted, 
as in opium poisoning. This, however, is not universal, and the state 
may vary according to the period at which they are observed. Thus in 
a case reported by Edridge Green the pupils were at first minutely 
contracted, but they became dilated before death; and they were 
normal in a case recorded by Rorie. Glycosuria and albuminuria have 
sometimes been observed in connection with lesions of the pons, more fre¬ 
quently, perhaps, in cases of haemorrhage. It is doubtful whether any causal 
relationship has been satisfactorily established between these symptoms 
and lesions of the pons as such. Lesions of the pons frequently occur in 
connection with chronic renal disease and arterial sclerosis; so that the 
albuminuria, in some instances at least, has been pre-existent; and 
glycosuria may sometimes be found in other lesions of the nerve centres. 

Summary. — Lesions of the pons Varolii are very varied in their 
symptomatology. The most characteristic indications are a combination 
of paralysis of some of the cranial nerves, especially the fifth, sixth, and 
seventh, on the side of lesion, and of the limbs on the other. 
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Lesions of the cerebellum. —The cerebellum is liable to the same 
diseases as aliect the other encephalic centres. 

Hsemorrhage.—Haemorrhage occurs much less often in the cerebellum 
than in the cerebrum, a fact which is in accordance Vith the relatively 
greater frequency of miliary aneurysms in the cerebrum. In 100 cases 
of cerebellar disease quoted by Krauss there was only one of haemor¬ 
rhage. In many cases the extravasation is large and occupies the 
greater portion of one hemisphere, as well as parlj of the middle lobe. 

According to Duret, the great effusions come from the chief stem of 
the branch of the superior cerebellar artery to the dentate nucleus. 
Small circumscribed foci of haemorrhage are comparatively rare. They 
are for the most part central, and usually implicate the nucleus dentatus. 
Haemorrhages restricted to the vermis appear to be exceptional (Noth- 
nagel). Haemorrhage into the inner and hinder portion of the hemi¬ 
sphere may occur from rupture of a branch of the posterior cerebral 
artery (Gowers). Haemorrhagic extravasation may burst into the 
fourth ventricle and may fill all the ventricles, in a case reported by 
Barling. The superior and inferior cerebellar peduncles are rarely 
the seat of *haemorrhage; but extravasation may occur ifi the middle 
peduncle, generally from a haemorrhage primarily originating in the side 
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of the pons ;* and conversely a haemorrhage into the cerebellum may 
extend into the side of the pons. In 10 cases of cerebellar haemorrhage, 
to which I have been able to refer, 5 were in one hemisphere, 3 were in 
the middle lobe, and %ilso in one or both hemispheres. In Mills’ case 
the cerebellum, pons, and crura were quite ploughed up •, and in Campbell’^ 
(23) case 3 there w§s perivascular hsemorrhago in both corpora dentabi 
and in the adjoining white matter. In three cases extravsisation had 
occurred into the fourth venti^cle. 

Symptoms of cerebellar lumiwi'rluuje. —There may be premonitory 
symptoms, such as headache and giddiness, for two days before the 
onset, as in Mills’ case; and EatcliflFe has noted, as of probably some 
significance, an involuntary movement of the head to one side. When 
the haemorrhage occurs there is usually coma, as in intracranial effusions 
generally. Often it is sudden ; this is so in half the reported cases, but 
the coma may be delayed, or, according to the observations of Eatcliffe, 
may cease and reappear several times. Tain in the head, especially 
occipital, is not infrequently a marked anil early symptom. Vomiting 
is frequent and often very persistent; the symptom is so marked, that, 
according to Nothnagol, cerebellar haemorrhage may be expected if at 
the beginning there is repeated vomiting without any obvious motor 
paralysis. But haemorrhages of considerable extent have taken place 
without any symptoms during life (Oliver). Hemiplegia may or may 
not occur. Its absence is generally regarded as more typicjil than its 
presence. In the ten cases to which I have referred there was no 
paralysis in three; crossed hemiplegia in one (Farquharson); direct 
hemiplegia in Thacker’s case; weakness of the arm on the side of 
lesion, and paresis of the face on the opposito in Friedeberg’s case; 
and left hemiplegia in Mills’ case, in which the cerebellum, pons, and 
crura were all torn up and disorganised. The state of the pupils is 
somewhat variable^ Generally they are contracted and fixed, and in 
Barling’s case they were contracted at first, but became dilated before 
death. Not infrequently, in connection with hsemorrhage into the middle 
lobe, priapism has been observed, due without doubt, as Segalas has 
pointed out^ to irritation of the subjacent pons medulla, and not to any 
direct connection betwe’en the middle lobe and the generative organs, as 
supposed by Serros. 

Haemorrhage into the cerebellum is often very rapidly fatal, with 
severe respiratory symptoms; especially if effusion take place into the 
fourth ventricle. If recovery ensues the pressure symptoms pass away, 
and there remain only, with greater or less persistence, the symptoms 
specially characteristic of cerebellar lesion. 

Softening. —Necrotic softening of the cerebellum from vauscular 
occlusion, embolic or thrombotic, is rare. Even if a cerebellar vessel 
does become occluded Ae softening is comparatively limited, owing to 
the rich anastomosis between the cerebellar vessels. Softening is most 
common in t6e regions supplied by the posterior cerebellau artery, often 
secondary to occlusion of the vertebral, but sometimes originating in the 
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posterior cerebellar, and extending downwards into the vertebral artery, 
as in a case reported by Menzies. 

Abscess.—Abscess frequently occurs in the cerebellum, and, for the 
most part, in connection with disease of the middle ear. Winter and 
^)eanesly collected 23 cases of cerebellar abscess, and found purulent 
otitis media in all. In 19, which I have myselJS analysed, there was 
middle ear disease in 16. In all these the abscess was situated in the 


hemispheres. In Winter and DeanCsly^s collection the abscess was 
situated in the anterior part of the lateral lobe in 21; in the inferior, 
surface of the middle lobe in 1; and in the flocculus in 1. In a case 


reported by Friedeberg there was an abscess in each hemisphere. 

The time that elapses between the onset of the otitis media and the 
development of cerebellar abscess is very variable—betVeen three weeks 
and several years. Cerebellar abscess may also result from traumatic 
lesion and septic infection, as in a case reported by Krauss. 

Tumours. — Tumour occurs very frequently in the cerebellum. 
Ladame in 1865 had collected 77 cases; Bernhardt between 1866 


and 1881 had collected 90 cases; and Wetzel between 1881 and 
1889 collected 69 cases. I have collected, mostly since 1890, records 
of 63 cases, of which 8 are original and unpublished. Besides the 
53 cases of tumour proper, 11 cases of cyst might be included. Simple 
cysts are not common. Most of the so-called cerebellar cysts are merely 
cystic degeneration of tumours; and Williamson rightly points out 
that a cerebellar cyst can only be classed as simple or serous when 
minute examination shows no trace of hydatid disease, cysticercus. 


haemorrhage, or tumour. He has himself recorded two cases of appar¬ 
ently simple serous cyst; but histological examination showed gliomatous 
or glio-sarcomatous tissue in the walla of both, so that they were merely 
tumours, the proper tissue of which had almost completely disappeared. 

Atrophy.—Atrophy of the cerebellum is not uncommon, and varies 
greatly in degree. The whole organ may be entirely atrophied, as in the 
much-quoted case of Alexandrine Labrosse, and a similar case, under the 
care of Dr. Shuttle worth, described by myself (36) ; or only one, or both 
hemispheres may be affected, the middle lobe being normal or relatively 
so. Atrophy of one hemisphere is usually consecutive to long-standing 
disease of the opposite cerebral hemisphere. Atrophy of the cerebellum 
may be due to arrest of development in intra-uterine life, of which the 
cause is unknown; or it may be secondary to cerebral inflammation, 
generally meningitic (Hammarberg), in which case, in addition to 
atrophy, there is also sclerosis of a much more pronounced character than 
is seen in primary atrophy. Hypertrophy of the cerebellum has been 
described occurring generally in cases of imbecility. Doursott has 
recorded eight such cases, in which the weight of the cerebellum and 


pons varied from 200 to 266 grammes. 

Symptomatology vcf cerehdlar disease .—Diseases of the cerebellum vary 
in their symptomatology with the time at which they Sire observed, 
the rate of their development, the position in which they are situated. 
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and according as they affect the cerebellum alone or implicate directly or 
indirectly neighbouring centres, tracts, or nerves. 

The most characteristic symptoms are an instability of station and 
locomotion, similar to that of alcoholic intoxication in different degree. 

These symptoms are always seen in mammals immediately after th'^ 
infliction of lesions on the cerebellum, as originally described by Flourens, 
but they tend to diminish with time. I may here quote the description 
which I have elsewhere (Brain, 1894) given of the effects of cerebellai 
' lesions, as observed by Turner and myself:— 

“ When the cerebellum has been totally removed from monkeys—an 
operation which we have found to be a most formidable one, and more 
frequently fatal t^an successful—the animals exhibit the most tumultuous 
disorders of equilibrium, so that station and locomotion are, for the time, 
altogether impossible. Gradually, however, these tumultuous disorders 
subside to such an extent that the animal is able to sit up, with the help 
of some support to which it clings, and ultimately regains such a degree 
of stability that it may dispense with extraneous aid, but is so tottery 
that it falls over on the slightest disturbance or excitement. Its gait is 
of a peculiar sprawling character; at first, barely raising its abdominal 
surface from the ground, and planting its limbs wide apart so as to 
increase the basis of support; these being in progression raised and set 
down in a brusque and characteristically ungraduated fashion, which 
character the movements of the limbs retain for an indefinite period. 
Notwithstanding this extraordinary unsteadiness and instability of 
equilibrium, the animals are, however, able to grasp tenaciously with 
both hands and feet, so much so that it is sometimes more easy to drag 
the chair to which they may cling than loosen their grip; and they are 
able to climb a rope with agility hand-over-hand, in no way differing in 
this respect from perfectly normal animals. But the most noteworthy 
and persistent feature is the remarkable astasia or unsteadirress of the 
head, trunk, and limbs, which are either agitated by constant fine tremors 
apart from obvious muscular exertion, or exhibit oscillations of the 
typical disseminated sclerosis type on volitional exertion; so that, for 
iirstance, an attempt ^ lay hold of a piece of fruit excites such wild 
oscillations of the hand and arm that the object aimed at is either knocked 
away, or if seized, after nrany rmsuccessful efforts, is with the utmost 
difficrrlty brought up and held to the mouth. This instability is a per¬ 
sistent feature, and though lessening to some extent, never entirely dis¬ 
appears, and was clearly evident in one of Luciani's monkeys a whole 
year after the operation. 

“ If only the lateral lobe, or one-half of the cerebellum, is removed, 
the persistent symptoms, after the cessation of the primary disorders, 
namely, the sprawling, ungraduated action of the limbs, and the tremors 
of instability on volitic^ial effort, are confined to the same side as the 
lesion. , 

“ If, on the other hand, the middle lobe is destroyed, or extensively 
injured, as by antero-posterior division, the symptoms are essentially of 
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the same cb&nctet as those which follow destruction of the whoJe organ, 
but they do not affect one aide more than the other, and, according to 
our observations, are more pronounced in the head and trunk than in 
the limbs. They also appear to be less persisten^^ and, in the course of 
^ few months, pass oif to such an extent that, except on careful examina¬ 
tion, it would be difficult to distinguish an animal so operated upon 
among its normal companions.” 

Let us now proceed to inquire how far‘these experimental results are 
in harmony with the facts of clinical observation. 

The characteristic symptoms of cerebellar disease in man are a 
reeling, staggering, or drunken gait—the so-called titubation or cerebellar 
ataxy. The equilibrium is unsteady, and there is a cjlintinual tendency 
to stumble or fall over the most trifling obstacles, particularly on hurried 
movements or change of position. The patient, however, who is unable 
to stand or walk without assistance, is usually capable in the recumbent 
position of making the finest volitional movements with force and pre¬ 
cision. There is no true incoordination, as all the muscles concerned in 
any particular act co-opcrate together in perfect harmony. They have 
none of the brusque, irregular, and sprawling character of locomotor ataxy. 
But, though these symptoms are pathognomonic of cerebellar disease, 
clinical records undoubtedly show that in a large number of cases of 
organic disease, or degeneration, of the cerebellum, they have not been 
observed. 

In 64 cases of Vumour and cyst of the cerebellum which I have 
examined, there was a more or less uncertain staggering or drunken 
gait in 46 (that is, 72 per cent); in 11 of these (17 per cent) the 
gait was so unsteady *chat the patient could not walk alone; in 13 
(20 per cent) there was no affection of the gait 

Next as to the position of the tumour in these cases. In 28 of the 
46 positive cases the middle lobe was directly effected; and not 
implicated, directly at least, in 17 ; though in 3 of them the middle 
lobe was stated to have been pressed upon. In a case, reported by 
Buzzard, in which the middle lobe of the cerebellum was far out of 
the reach of the growth, the gait was unsteady and staggering, and 
ultimately the patient became unable to stand. So in a case, reported by 
Friedeberg, of solitary tubercle in the outer and under side of the 
right hemisphere, and in a case' under my own care, in which the tumour 
was situated in the region of the left fiocculus and middle peduncle, the 
gait was very ataxic. Of the 13 negative cases, there was in several 
extensive destruction of one hemisphere (see cases by Booth, case 1, 
and Ogilvie). In only one of these was the middle lobe stated to 
have been directly implicated by the new growth, namely, a case by 
Leimbach. In this case the anterior part of the superior vermis and 
culmen mohticuli were quite destroyed by a tubelcle. 

Of 16 cases of abscess which I have examined no mentiop is made of 
the gait in 10. It was normal in 1, namely, Handfield Jones’s case; 
and it was of the usual reeling and staggering character in 6. In all these 
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the abscess wm situated in the lateral lobe, a case of softeitiog 
reported by Campbell (23), in which the uvula, pyramid, tonsil, velum 
medullare anterius, and the inferior surface of the whole of the left 
lateral lobe were dest?oyed to the depth of a quarter of an inch, there 
was no cerebellar ataxy. 

In the reported c^ses of haemorrhage the gait as a rule is not men¬ 
tioned ; but in Dana’s second case the patient was sent to a police cell 
as intoxicated, there is no '•doubt, therefore, that he exhibited the 
- characteristic symptoms. 

Of cases of atrophy of the cerebellum, Nothnagel htis referred to 13 
in his well-known work. In 8 mention is made of uncertainty in 
the movements of the limbs, alwaw of the legs, and sometimes of the 
arms; in all these the vermis was ufected. In 5 there was no distiub- 
ance of co-ordination, but only 2 of these were available for deductions. 
In one of them, namely, Otto’s case, the vermis was less affected by 
atrophy than the hemispheres; and in Lallement’s case only the left 
lateral lobe was atrophic, while the right -was unusually well developed, 
and the veirois appeared normal. 

I have analysed 16 cases of cerebellar atrophy which have been 
reported since 1879, but some of them, owing to imperfect records, are 
not available for accurate deductions. And as the symptoms that have 
been observed in cases of atrophy are of especial value as indicating the 
results of cerebellar deficiency as such, apart from indirect influences, the 
principal facts of these cases arc here appended iif a tsibular fomi: 
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CKRKBELliAB Atrophy.— Cam collected from 1879 /0 1895. 
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Cerebellar Atrophy.— Cam collected from 1879 to 1895 (continued). 
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An analysis of the facts of the different forms of cerebellar disease 
shoWB that the characteristic symptoms have been observed only in a 
certain proportion of the recorded cases. For the most part the negative 
cases have been those of slow growth or long standing, and where 
the disease was confined to one hemisphere. The characteristic dis¬ 
turbances are manifested most frequently when> the middle lobe is 
affected. On this fact Nothnagel h^ founded the conclusion that the 
middle lobe alone exercises those func&ons which we ascribe to the 
cerebellum; and that on lesion of this lobe, directly or indirectly, the 
symptoms of cerebellar disease exclusively depend. This view receives 
no support from the phenomena of experimental lesions, as has been 
shown by Luciani, Turner and myself. Indeed, as h^ been mentioned 
above, the effects of destruction of the middle lobe are not more pro¬ 
nounced and are not more enduring than those which follow extirpation 
of the lateral lobe. A lesion of the middle lobe is more calculated to 
affect the organ as a whole than one situated in the lateral lobe; and the 
standard by which it is sought to determine that the middle lobe is 
really implicated in all cases in which the characteristic symptoms are 
manifested is a purely arbitrary one. The apparent discrepancy which 
exists between the many negative cases of cerebellar lesion in man and 
the uniformly positive results of experimental lesions in the lower 
animals is largely, if not entirely, explicable by the principle of compen¬ 
sation effected both by the other parts of the cerebellum and by the 
higher centres. This principle, which 1 enunciated many years ago, has 
been experimentally verified by the researches of Luciani. The disturb¬ 
ances of equilibrium are always most marked immediately after the 
infliction of the injury on the cerebellum. This may be accounted for 
by the suddenness of the derangement of the self-adjusting mechanism 
on which the maintenance of the equilibrium mainly depends. As, 
however, the loss of this mechanism may be to some« extent compensated 
by conscious effort, the animal acquires in process of time the power 
ofy voluntary adaptation by means of its cerebral centres, and is thus 
enabled to maintain its equilibrium; though with a less degree of security 
than before. The more extensive the lesion, thf greater the disturbance 
and the greater the difficulty of effecting by conscious effort all the 
muscular adjustments which are necessary to maintain the balance. 
Hence, even when the utmost degree of compensation has been achieved, 
a greater or less degree of instability and unsteadiness of movement 
and an incapacity for prolonged exertion are manifested. When the 
cerebellum is extensively diseased, or largely atrophied, all the motor 
adjustments concerned in equilibration, formerly easy and autdmat|p| are 
now performed by the voluntary centres under a hboribua sense of 
strained^ attention and conscious effort No compensation takes place if, 
as Luciani has shown, the motor centres of the'kemispheres are destroyed 
along witif the cere^Uum itself. Hence, congenital defect or a slowly 
progressive lesion, affords the most favourable conditions for the supple¬ 
mentation of the higher centres of the automatic mechanism, which is 
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oripn^y deficient or gradually undergoing degeneration; and, as a rule, 
it has been found that congenital defect or extensive lesion of the cere¬ 
bellum in early life has been associated with a tardy acquisition of station 
and locomotion j indeed it is questionable whether perfect compensation 
is attainable. 

^ Rototory movements.—It frequently happens that, after experimental' 
lesion involving the lateral lobe and, more particularly, one of the cerebellar 
peduncles, forced or rotatory movements occur which tend to carry the 
animal round its vertebral axis. The direction of these movements has 
been variously described, and probably they are not altogether uniform, 
but vary as the lesion has more of an iri’itative or a destructive character. 
In my own and Turner’s experiments, which correspond with those of 
Magendie and Hftzig, the almost invariable direction, while the animal 
was sprawling on the abdominal surface, was a tendency to roll, or an actual 
and apparently irresistible rolling towards the side of lesion. Thus, if 
the left lateral lobe were destroyed, or the middle peduncle divided, 
the animal, laid on its ventral surface, would roll to the left. This 
rolling tendency may be described as the effect of a rotation round the 
vertebral axis from left to right; that is, from the injured to the sound 
side. Kussell (94), however, represents the rotation as occurring in the 
inverse sense. 

Rotatory movements have not often been observed in man. They 
seem to occur more particularly when the lesion involves the cerebellar 
peduncles. Not infrequently, however, there are forced movements 
(Zwangsbewegungen), which are of a similar character to the rotatory or 
rolling movements seen in the lower animals, and cause the patient to 
assume positions from which he cannot be easily displaced, or to which, 
if left alone, he tends to return. The direction of these movements 
is, however, not uniform. Jalland reports a case of tumour of the 
right side of the ^cerebellum compressing the medulla, in which the 
patient always lay more on the right side than on the left. Two days 
before death the patient turned on the left side, and if laid on the right 
side would turn over on the left. Wulff (105) has recorded a case of 
tumour affecting principally the left side, in which the patient ultimately 
lay continuously on tlfe right side ; and Friedeberg (case 9) reports 
a case of abscess of the left hemisphere in which the forced movements 
were bending of the body forwards and of the head backwards. 

Tremors.—Mention has already been made of a remarkable astasia 
or unsteadiness of the head, trunk, and limbs in monkeys after the 
primary tumultuous disorders of equilibrium have passed away. If only 
one lateral lobe has been destroyed, this astasia occurs specially in the 
limbs on the side of lesion. There is either a constant fine tremor 
apart from obvious muscular exertion, or oscillatioh of the disseminated 
sclerosis type on volitiomtl movement. These tremors we havePfound to 
be most marked in the upper limb, and they tend to 8u1:mide,in course of 
time. * 

The number of cases in which tremors have been recorded in man is 
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relatively small, compared with those in which the other characteristic 
symptoms have been observed. In 100 cases of cerebellar disease, 
^erred to by Krauss, tremors were only noted in two or three. In 
Wetzel’s collection tremors of the hands were observed twice, and 
of the limbs once. Among those analysed by myself, intention-tremors 
of the hands or arms were obsenred in three cases. In one of these, 
reported by Suckling, there was intention-tremor of the right arm; 
in this case the whole of the left hemisplrere, with part of the vermis, 
was affected by tumour. In Ackermann's case there was character-, 
istic tremor of the arms and legs; in this case the whole of the middle 
lobe, as well as each hemisphere, was affected. In ten cases of tumour 
that have come under my own observation tremors were noted in six. 
In one case (tumour of the right cerebellar hemisphei'e) there were fine 
tremors of the head, neck, shoulders, and arms, especially the left. In 
a second case (tumour of the left lobe pressing on the middle lobe) 
there were slight volitional tremors in both hands. In a third case 
(tumour invading the left hemisphere and superior crus cerebelli) there 
were tremors of the left arm when extended. In a fourth (tuberculous 
mass in each cerebellar lobe) there were tremors, especially of the right 
hand; and in a fifth case (tumour pressing on the left cerebellar hemi¬ 
sphere from above) tremors were observed in the right hand and foot. 
In a sixth case (tumour affecting the left side of the cerebellum and pons) 
there were tremors of both hands, but especially of the right. 

Tremors or tremulous movements have been observed in a consider¬ 
able number of the cases of atrophy of the cerebellum, even when the 
pathognomonic instability of equilibrium has not been specially noted; 
particularly those of Kirchhoff (case 2), Shuttleworth, Derciun, and Bond 
(table, pp. 366-369). 

The results of experiments upon monkeys would lead one to expect 
that in cases of cerebellar disease in man the intention-tremors would 
have been more frequently observed than actually appears to be the case ; 
alan that the tremors would have been more especially observable on the 
side corresponding to the lesion. But in this respect the recorded facts 
are so discrepant that little reliance can be placed upon them as a means 
of precise diagnosis of the seat of lesion. THis illustrates the great 
difficulty of arriving by clinical investigation alone at the real cause of 
the functional disturbances met with in cerebellar disease. There can be 
little doubt that the cerebellar innervation of the limbs is direct and 
not crossed; but it is difficult to find an exact formula to express the 
nature of this innervation, or to give an anatomical or physiological 
explanation of the manner in which the cerebellum exercises its influence 
on the muscles. Luciani (64) is of opinion that the cerebellum normally 
exerts on the apparatus of movement a sthenic, tonic and sto<«) influence, 
so that dv.structive lesion or defect of the orgap exhibits itself in a con¬ 
dition of asthenia, atonia and astasia, which he regards as the essential 
condition of cerebellar ataxy. Turner and I, after experi&ental lesions 
of the cerebellum of monkeys (39), have failed to discover any satisfactory 
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evidence of asthenia, or atony of the muscles. On the contrary, even in 
animals which were absolutely unable to maintain their equilibrium, we 
have observ^ such indications of muscular vigour in the limbs, that the 
term asthenia seems to us a misnomer. Furthermore, clinical observation 
has abundantly shown that in cases of atrophy or other disease of the* 
cerebellum, such as *to render station and locomotion altogether im¬ 
possible, patients in the recjimbent position may perform all move- 
^ ments of the limbs with energy and precision. Luciani’s term astasia, 
however, very aptly describes the primary instability both of station and 
locomotion, as well as the subsequent and more persistent tremor and 
unsteadiness, not .only of the body as a w^hole but of the limbs also, which 
are so uniformly* observed after experimental lesions in monkeys and 
dogs. The hypothesis which appears to me best to explain this astasia, or 
unsteadiness, is that propounded by Dr. Hnghlings Jackson, according to 
which “all the muscles of the body are innervated both by the cerebrum 
and cerebellum, but in an inverse order. The cerebellum regulates the 
muscular contractions necessary for our attitudes in space, while the 
cerebrum regulates the contractions necessary to eflFect all changes of 
attitude which are made in response to successive impressions occurring 
in time. . . . Speaking bix»adly, then, the cerebellum regulates continuous 
or tonic muscular contractions. It will be seen, therefore, that every 
combined muscular adjustment necessitates the co-operation of both these 
organs; no change of attitude can be effected by the cerebrum, except in 
so far as a certain attitude was previously mainteined by the cerebellum, 
and no steady movements can be produced by the alternate contractions 
of some groups of muscles, except in so far as otjier groups of muscles 
are maintained in a state of continuous contraction. Hence it may bo 
inferred that all movements of the body are co-ordinated both in the 
cerebellum and cerebrum ” (90a). The cessation of the tonic or continuous 
innervation of the Serebellum should, according to this hypothesis, exhibit 
itself in an unsteady and ungraduated character of all the motor adjust¬ 
ments, whether of the body as a whole or of its individual parts •, and 
should theoretically induce a state of affairs which actually agrees well 
with the effects of cerebellar lesions in animals. 

Palsies.—It is unquestionably the rule, both in experimental lesions 
and in the phenomena of cerebellar disease (as such) in man, to find an 
entire absence of paralysis or paresis properly so-called. Luciani care¬ 
fully distinguishes between what he terms asthenia and paralysis, though 
Bussell (93) seems to ignore the distinction. Yet there are many 
cases of cerebellar disease on record in w'hich a paralytic or paretic 
condition of the limbs has been observed, sometimes on the side of lesion, 
at other times on the opposite side; in most cases of cerebellar atrophy, 
however, apart from general weakness, unsteadiness, or tremors, there is 
no true paralysis or paresis. In cats, in which this condition seems to 
be not uncommon, the symptoms have been variously described. In 
one case, reported by Bumpf, there were no paralytic symptoms; in 
another, recorded by Krohn, there was at first paralysis of the hind 
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l6g8, vhioh, however, resolved itself into mere clumsiness of the limbs; 
and in a third, described by Camithers, in which the right hemisphere 
was much smaller than the left, there was paresis pn the right side and 
slight weakness of the left leg. 

Among cases of softening, one has been reported by Atkins of 
complete right hemiplegia and hemiamesthesia, iif which the left lobe 
was broken down; but in this case the posterior end of the left optic 
thalamus did not appear healthy. In a case, reported by Menzies, of 
thrombosis of the left posterior inferior cerebellar artery there was weak-’ 
n'ess of the.limbs and the face on the left side; and in another by 
CampbeU (23), of softening of the left side, there wqp temporary com¬ 
plete hemiplegia, followed by permanent paresis of the left leg. The 
same author (24) also records a case of softening of the vermis and 
both hemispheres, especially the left, in which there was relative weak¬ 
ness in the left arm and leg. 

In 16 cases of abscess paralysis is said to have existed in 6, and 
is not mentioned in 10. The limbs were affected on the same side as 
the lesion in 3 cases; namely, the arm, in a case reported by Macewen; 
the arm and leg in one (case 3) by Krauss; the arm paralysed, and 
leg and face weak, in one by Drummond. 

Of 9 cases of hsemorrhage, paralysis was observed in 5. It was 
on the side opposite the lesion in Farquharson’s case; on the same side 
in a case reported by Thacker. There waa gradually increasing weak¬ 
ness of the arm on the side of lesion in a case reported by Friedeberg; 
and in one by Dana the limbs on the side of lesion offered less resistance 
to movement than thoge on the opposite. 

Of 64 cases of tumour or cyst there was no paralysis in 21. There 
was weakness of the limbs on the side opposite the lesion in 2 cases 
reported by Wetzel and Suckling respectively. There was weakness of 
the opposite limbs, and also of the trunk muscles, ‘in a case, reported 
by Jackson and Russell, of a cyst occupying chiefly the inferior vermis 
and involving the lateral lobes, especially the left. In this case the 
medulla was flattened and the lateral ventricles distended, causing also 
compression of the cerebral convolutions. The epposite arm was said to 
be weak in a case recorded by M'Bumey and Starr. In this case 
the tumour occupied the left hemisphere, and caused obvioxis pressure on 
the left half of the pons. In a case reported by van Hell of tumour 
of the antero-superior portion of the left hemisphere and vermis, there 
was paresis of the face and arm on the opposite side. There was weak¬ 
ness of the limbs on the same side in cases reported by Luderitz 
and by Krauss (case 2); and in five others the arm alone was said to 
have been weak on the side of lesion. Weakness of both legs has been 
observedftin cases of tumour of one side, as in a case reported by 
Buzzard, and in another under my own car^; and other cases have 
been recorded in which there was weakness of the limbs on the side 
of lesion and of the leg on the opposite (vide cases by Booth, Friede¬ 
berg (case 3), and Dreschfeld). In Dreschfeld’s case there -was a 
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tumour of tBe left cerebellar hemisphere with left hemiparesis and 
weakness of both legs. In a case, under my own care, of tumour of the 
middle lobe there was gr^ually increasing weakness of the left arm and 
leg. In Wetzel’s collection of nine cases of tumour of one hemi¬ 
sphere, paresis was observed four times on the side of lesion, four times 
on the opposite, and ^once on both sides. Double-sided weakness, espe-* 
cially of the lower limbs, occurs, according to him, in tumours of the 
vermis, and when there is distftnsion of the lateral ventricles. 

It appears, therefore, from a consideration of the above data, that when 
paralysis or paresis occurs in connection with cerebellar disease there is no 
rule as to its occurrence on the one side or the other. It is obviously an 
indirect effect, sometimes due to direct pressure on the motor tracts above 
the decussation, dr to counter-pressure of the same against the edge of 
the tentorium and petrous portion of the temporal bone; while at other 
times it is difficult to give a satisfactory explanation from the recorded 
data alone. The simple fact that the characteristic phenomena of cere¬ 
bellar disease may occur in the entire absence of paralytic or paretic 
symptoms is sufficient to prove that these symptoms, when they do occur, 
must be attributed to some other cause than to the cerebellar affection, as 
such. 

Convulsions.—Allied to the symptoms which we have been just 
considering, but of an inverse order, are those of rigidity or spasm in 
connection with cerebellar lesions. That irritation of the cerebellum may 
cause muscular spasms of the limbs on the same side of the body I 
have myself shown by the direct application of the faradic current to 
the cerebellar cortex. Forced movements of a peculiar character, which 
are regarded by Luciani as being due to irritatign, are seen in animals 
after removal of one cerebellar hemisphere; but more especially, as Turner 
and I have found, after division of the peduncles, especially the inferior. 
In the latter case there is in monkeys pleurotonus to the side of 
lesions, with adduction and flexion of the limbs on this side, and abduction 
and extension of the limbs on the opposite. In dogs, according to 
Luciani, instead of flexion of the fore limbs there is extension. The 
spasm, however, is not of a rigid character, and can easily be overcome. 
Though this forced i^osition is regarded by Luciani as due to direct 
irritation, yet, inasmuch as it occurs immediately after the lesion and 
before inflammatory irritation can have been set up, it is probably only 
a dynamic effect, and due to the suddenness of the disturbance. 

General con^^sions in connection with cerebellar disease are probably 
of an indirect character. It is possible, however, that unilateral rigidity 
of the limbs on the side of lesion may be due to direct irritation of the 
cerebellum itself. In a case of disease of the left lobe, reported by 
Macewen, there was rigidity with flexion of the left arm, and some 
rigidity of the muscles gf the neck and jaws. In a case of abscess of the 
right lobe, reported by Drummond, there were right-sided con^^xl8ions, 
beginning iif the face, and spreading to the arm, and occasionally to the 
leg. ConvulsionB and retraction of the head, with rigidity of the masseters. 
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Jbecyi observed in other cases of abscess, and w IfMSt Sr^ so common 

Aej are regarded by Friedeberg as pathognomoni^ llhese jpmptoms, 
hol^ever, most commonly occur when inflammation 1ms been set up about 
the pons and medulla. 

. . Tonle rigidity of the muscles of the back of the neck, with retraction 
'of the head, associated with flexion of the forearms/md extension of the 
legs with pointing of the toes, has been described by Hughlings Jackson 
as an especial feature of tumours of the middle lobe. He regards these 
spasms as the direct result of cerebellar irritation, but. this is open to* 
question ; in my opinion they are more probably indirect effects. 

The knee-jerks. —There is great variation in the condition of the 
knee-jerks in cerebellar disease. After experimental ablation of the 
cerebellum in monkeys, Turner and I have found that the knee-jerks 
gradually become increased, though at first there is no obvious altera¬ 
tion. 

After extirpation of a lateral lobe the tendency is for the knee-jerk on 
the side of lesion to become increased, if this do not occur immediately 
after lesion. Russell (94) finds in rabbits and dogs that immediately 
after unilateral extirpation the knee-jerk is increased on the side of 
lesion, and diminished on the opposite side. Later the knee-jerk on the 
side of lesion becomes less active, until they become nearly equal. The 
relation of the cerebellum to the knee-jerks has been the subject of some 
speculation, but nothing has as yet been satisfactorily determined. 
Hughlings Jackson and Bastian are of opinion that the occurrence of 
rigidity, with increased knee-jerks, in limbs paralysed from cerebral 
disease, is due to the “unantagonised” or “unrestrained” influence 
exerted by the cerebellum. When in man the limbs are paralysed by 
total transverse lesion of the spinal cord, the knee-jerks are absent, and the 
limbs do not become rigid. This result is regarded by Bastian as due to 
the cutting off of the cerebellar influence, hypothetically exerted through 
the gray matter of the cord. It is not the case, however, as we have 
seen in animals, that the destruction of the cerebellum annihilates the 
knee-jerk; on the contrary the knee-jerks actually become increased, 
and in the lower animals, even in monkeys, as Turner and I have shown, 
total transverse section of the spinal cord does not' prevent the occurrence 
of rigidity with increased knee-jerks. The mechanism of this condition 
must therefore exist in the spinal cord itself, and cannot be regarded as de¬ 
pendent on the cerebellum. Krauss finds that in 100 cases of cerebeUar 
diseMO the knee-jerk is mentioned as being normal in 10; increased in 
12; diminished or absent in 12. Oppenheim states he has never seen 
a case of uncomplicated cerebellar disease in which the knee-jerks were 
absent. In one case in which this occurred there was also tabetic 
degeneration; and this was likewise present in a similar case reported by 
Wollenbuig. In the recorded cases of cerebillar atrophy generally 
no mention js made of the state of the knee-jerks. They were well- 
marked in a case reported by Somer; at first normal, and later unequal 
in a case reported by Bond, and in Dercum’s case diminished. 
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WetKol jn hifl collection of 59 cases of cerebellar toinour finds the 
kne^jcil^ ^nerally well marked; they were increased in 3, and 
duninisl^ in 1 c^e. Among 19 cases of abscess the knee-jerks were 
increased in 2, diminisned in 2, normal in 4, and not mentioned in 11. 
Among 64 oases of tumour or cyst the knee-jerks were increased in 15,» 
diminished or absent »in 14, and normal in 10. Of the cases in which 
the knee-jerks were increased the disease was situated on one side in 8, 
in the nuddle lobe and hemis|lhere in 3, and in the middle lobe in 1. 
•Of those in which the knee-jerks were diminished or absent the lesion was 
in one hemisphere in 8 cases, and in the middle lobe in 4. In those 
cases in which the knee-jerks were normal, the lesion was in one hemi- 
^here in 4, in ^}ie middle lobe and one hemisphere in 3, and in the 
inferior vermis in 1. 

It appears, therefore, from this analysis that in lesions of almost any 
extent or position the knee-jerks may be increased, diminished, or 
normal. The state of the knee-jerks may also vary at different times 
in the same case. Thus in a case, under my own care, of carcinoma of 
the left side of the cerebellum, the knee-jerks were at first-equal and 
normal; at a later date they were somewhat increased, and still later 
very slight. In another case in which there was a cyst of the left 
lateral lobe excavating the middle lobe and portion of the right lobe, the 
knee-jerks were equal and normal; at a later date they were diminished, 
especially the left; still later both were active and equal, and ultimately 
the left was almost gone, and there was a tendency to ankle clonus. 

Affections of general and special sensation.—Most experimenters 
are agreed that lesions of the cerebellum cause no perceptible impairment of 
cutaneous sensibility; and this is in general codfirmed by the results 
of clinical observations in man. In some cases, however, some degree 
of hemiansesthesia has been observed on the same, or on the opposite 
side, just as in analogous cases of hemiparesis. As a rule, in cases of 
atrophy of the cerebellum no mention is made of affections of sensation; 
and the same is true of all the cases of haemorrhage and abscess to 
which I have been able to refer. In Atkins’ case of softening, in which, 
however, there was probably some implication of the optic thalamus, there 
was hemiplegia with hemiansesthesia on the opposite side. In Wetzel’s 
collection of 69 cases of cerebellar tumour sensory impairment is not 
mentioned once. In my own collection of 64 cases of cerebellar tumour, 
or cyst, sensation was especially mentioned as being intact in 32, and 
not mentioned at all in 25. In a case, reported by Jalland, of 
tumour on the right side, there was some difficulty in localising tactile 
impression on the arm on the side of the lesion. In a case, mentioned 
by Booth, of myxo-sarcoma of the left hemisphere, the tips of the 
fingers of the left hand were slightly anaesthetic; and in one, observed by 
Knapp (case 28), of tmSiour on the under surface of the cerebellum 
implicating byth lateral lobes, the left more than the right, sensation on 
the right hand was somewhat diminished as compared with the left. It 
is evident from these facts that it is only in cases of disease of such a 
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aa to produce indeterminate indirect effects thal sensory dis- 
ttUrlraces are observed. 

'Die phenomena of so-called cerebellar ataxy have been ascribed by 
iiUssana to loss of muscular sense; but the experiifientB of Luciani, as well 
,as those of Turner and myself, lend no support to this surmise. When it 
occurs in cerebellar disease it must be regarded purely as an indirect 
symptom, and not due to lesion of the cerebellum as such. In some 
cases (Preston, 89) muscular sense is said <to have been impaired or lost, 
apart from any affection of general sensibility. On this point, however,- 
further investigation is necessary. 

Vision.—Experimenters have generally failed to obtain any evidence 
of affection of the special senses after the most extensile lesions or total 
extirpation of the cerebellum. In those cases of cerebellar disease, such 
as atrophy, in which there is no indirect affection of the optic nerve or 
tracts, by pressure or neuritis, there is no impairment of vision. Some 
forms of cerebellar disease, however, especially tumour, lead very com¬ 
monly to impairment of vision, more so perhaps than tumours situated 
elsewhere. This is probably due to the greater frequency and intensity 
of optic neuritis combined with hydrocephalus. 

Optic neuritis occurs aa a rule very early in the course of cerebellar 
tumours and often leads to blindness. Neuritis, however, maybe entirely 
absent in cases of cerebellar tumour, even when it has reached a 
considerable size. In Bernhardt’s collection of intracranial tumours im¬ 
pairment of vision occurred in 61 per cent of cerebellar tumours, and in 36 
per cent of cerebral tumours. In Wetzel’s collection of cerebellar tumours 
there was impairment of vision in 81 per cent, and total blindness in 11 
cases. Of 64 cases cff cerebellar tumour which I have analysed, optic 
neuritis was present in 46, absent in 4, and not mentioned in 14. It was 
present in 9 out of 10 cases under my observation. Of these 64 cases 
there was impairment of vision in 35, and total blindness in 21. Among 
the 35 cases optic neuritis was especially noted in 31, and was not 
mentioned in 4; therefore there was no case of failure of vision where 
optic neuritis was expressly excluded. Among the 28 cases in which the 
state of vision was not specially mentioned, 15 had optic neuritis, 4 had 
no neuritis, and in 9 no mention was made on the point. In some, vision 
failed first on the side of lesion, and in others on the opposite. 

Affections of hearing.—Affection of hearing not infrequently occurs 
in cerebellar disease, but only under conditions calculated to press upon 
the auditory nerves or tracts. Bernhardt found affection of hearing, 
almost always unilateral, in 18 per cent of tumours of the vermis; in 26 
per cent of tumours of the hemispheres. Among my own 64 cases of 
tumour hearing was affected in 19. In 11 it was on the side of lesion 
only; and in 4, more on this side than the other. In 2 cases hearing 
was imp£red on both sides; and in 2 others thsre was complete deafness 
on both sides. In connection with tumours of the middle lobe noises in 
the ears were noted in 4; and hallucinations of hearing were observed 
in a case reported by Luderitz. It is not Improbable, as Dercum 
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suggest^ that the deafness present in some cases of cerebellar tumour may 
be due to pressure on the {msterior tubercles of the corpora quadrigemina 
and internal geniculate^ bodies, through which the central auditory tracts 
appear to ascend. 

Alfeetlons of smell and taste.—In pure uncomplicated cases of> 
destructive lesion of> the cerebellum affections of smell and taste are 
unknown. In cases of tumour, however, no doubt owing to the pressure, 
they are sometimes met with. We find loss of taste mentioned in five 
'cases. It was lost on the side of lesion in a case reported by Wetzel; 
in another by M'Weeney; and defective in a case reported by Buzzard. 
In a fourth case, under my own care, of a cyst of the size of a 
turkey’s egg in tlJp left cerebellar hemisphere excavating the middle lobe 
and jMrt of the right lateral lobe, taste and smell became defective on the 
left side, and ultimately smell was lost in both nostrils; and in a fifth, of 
cyst of the posterior part of the middle lobe, taste was defective on the 
right side. I find loss of smell mentioned in .5 cases, namely, in cases re¬ 
ported by Wollenberg, Knapp, and in 3 others under my own care. 
Smell was defective on the side of lesion in the case reported by Jackson 
and Bussell. 

Affections of the ocular muscles.—I have found that electrical 
irritation of the cerebellum in different animals causes ocular movements 
varying with the position of the electrodes on the different lobes; and 
one of the remarkable symptoms, described by Magendie as resulting 
from division of the middle peduncle, was a skew deviation of the optic 
axes—the eye on the side of lesion being directed downwards and 
inwards, the other upwards and outwards. Luciani has also obtained 
similar results on removal of one-half of the cerebellum, and looks upon 
them as the result of irritation. Russell (93) believes that the ocular 
deviations in cerebellar disease are paralytic, and that the eyes in uncom¬ 
plicated unilateral Jesions turn from the injured side. Turner and I 
found the ocular deviations following cerebellar lesions in monkeys so 
variable that we could trace no constant relation between them and the 
seat of the lesion. 

In cases of cerebellar atrophy ocular deviations, or paralyses, are 
practically unknown, though a case of convergent strabismus is mentioned 
by Kirchhoff. In tumours, however, and such forms of disease as 
cause pressure effects, ocular palsy is not unknown. Bernhardt records 
paralysis of the sixth in 3 cases; and Wetzel in 8, namely, 4 times in 
tumour of the hemisphere, 3 times in tumour of the middle lobe, and 
once bilateral in a case where the exact situation of the tumour was 
doubtful. Among my 64 cases of tumours and cysts ocular palsy was 
mentioned in 24. The external rectus was paralysed on the side of 
lesion in 6 cases of tumour and 2 cases of abscess; it was paralysed on 
both sides in 7 cases. IHplopia was mentioned in 2 cases, and convergent 
strabismus ii% 1. These cases were in all probability due to paralysis of 
the sixth. In a case reported by Suckling, conjugate movement of 
the eyes was lost to the side opposite the lesion, and was weak on the 
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side. Conjugate deTi%tion o& the eyes to the oppoate side also 
ocottrred in 2 of the cases collected by Wetzel, and in 3 of those by 
Bernhardt. In a case reported by l^kridge, th^re was convergence of 
the eye on the side of the lesion, and divergence of the eye on the opposite 
side. -The patient could not turn the eyes down, and only very feebly 
upwards. The upward and downward movements^of the eyeballs were 
weak in a case reported by Bohm. The eye on the side of lesion 
deviated outwards in a case reported by M'Bumey and Starr. Both 
eyes were directed towards the side of lesion in a case reported by van' 
Hell, and more or less complete ophthalmoplegia has been noted in 4 
other cases. Ptosis has also been observed in several instances, some¬ 
times on the side of lesion and sometimes on the opposite. The fourth 
nerve is rarely affected; it is mentioned as having occurred once by 
Bernhardt. 

The ocular paralyses above described are without doubt due to pressure 
on the oculo-motor nerv'es—third and sixth, or on the corpora quadrigemina. 
We have seen that tumours of the corpora quadrigemina are more 
frequently accompanied by ophthalmoplegic sjonptoms, and therefore the 
absence of such symptoms, with unsteadiness of equilibrium and reeling 
gait, would be in favour of the situation of lesion in the cerebellum. 

In addition to the deviations of the optic axes and paralyses of the 
ocular muscles, nystagmus not infrequently occurs. I have observed this 
phenomenon after electrical irritation of the cerebellum in am'mala, and it 
is commonly observed, temporarily at least, after experimental lesions, 
and constitutes one of Luciani’s phenomena of irritation. Bussell (94) is 
of opinion that in lesions of the lateral lobe the nystagmus occurs towards 
the side of lesion, while in lesions of the middle lobe the nystagmus 
is irregular or of a rotatory character. Turner and I have more frequently 
observed nystagmus in connection with lesions of the peduncles. 

Nysta^us has not been noted in cerebellar atrophy. In 19 cases of 
abscess it is mentioned as having occurred twice. In 31 cases of tumour 
it was present in 19. In 10 of the cases under my own observation it 
was present in 5. Bernhardt mentions it as having occurred in 4 of the 
cases in his collection, and Wetzel in 5. , 

Exophthalmos has been observed in 3 cases of tumour; namely, van 
Hell, Booth (case 1), and Friedeberg (case 1). 

The pupils. —The state of the pupils varies considerably in cerebellar 
disease. Among Wetzel’s cases of tumour no reaction to light occurred 
in 7. In my own collection the pupils were dilated and fixed in 8, 
in all of which there was blindness; and dilated and sluggish to light in 
8. They were dilated in 3 cases of tumour and 2 of abscess, and not 
contractile to light in 3 cases. The pupils were contracted in 3 cases of 
tumour, smd contracted and fixed in 2 cases of haemorrhage, reported by 
Mills and Oliver. They were first dilated aftd then conttacted in a 
case of tumdur reported by van Hell; and first contracted, and then 
dilated before death, in a case of haemorrhage reported by Bawling. 

The pupils are frequently unequal: thus the pupil was larger on the 
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side of lenon ih 5 cases of tumour and 1, case o^ hsemorrhage; and larger 
on the opposite side in 6 cases of tumour and 1 of abscess. In a case 
under my own care of tumour of the left lobe, the left pupil was at first 
larger than the right, %.nd at a later date the right was larger than the 
left. 

It is evident, therefore, from these facts that no reliance can be placer 
upon the condition of the pupils as a means of regional diagnosis of the 
seat of lesion. 

. Affeetions of other cranial nerves.—In addition to the afiections of 
the cranial nerves above mentioned,—namely, the first, second, third, 
fourth (rarely), sixth (often), and eighth (occasionally), other cranial neiwes 
may sufier indirectly from cerebellar lesion. 

The fifth cranM nerve not infrequently suffers, either the sensory or 
the motor division or both. In the first case we have anaesthesia or parses- 
thesia in some of the regions supplied by the fifth. There was parsestheaia 
of the face on the aide of lesion in a case reported by Wetzel; in a 
second by M'Burney and Starr; in one (case 28) reported by Knapp, 
and in another by this author (case 29), there was numbness of the 
face, which was also somewhat swollen on the side of lesion. In a case 
under my own care there was facial neuralgia on the opposite side. 
Occasionally there is anaesthesia of the cornea on the side of lesion, 
and this may be accompanied by neuro-paralytic ophthalmia. There 
was anaesthesia of the cornea in cases reported by Preston (case 3), 
Jalland, and Wollenberg. In the last^mentioned case the anaesthesia 
was total on the side of lesion, and almost total on the opposite 
side ; in a case under my own care of tumour in the region of the left 
flocculus there was anaesthesia of both corneae. in this case there was 
almost complete paralysis of the muscles of mastication on the left side. 

Paresis of the muscles of mastication has also been reported in two of 
Wetzel’s cases; and rigidity of the maaseters is frequent, according to 
Maeewen, in advanced stages of abscess. The affections of taste which 
have been noted above (p. 379) are no doubt due to indirect pressure on 
the fifth nerve. 

Affections of the face or seventh cranial nerve.—^Affections of the 
face are very common in cerebellar disease, and are almost always unilateral. 
In my collection of 64 cases of tumour I find facial paralysis mentioned 
as occurring in 21. In 3 of these there was weakness of the face on the 
side opposite the lesion. In Wetzel’s there was weakness of the opposite 
side of the face and corresponding limbs. In van Hell’s case the 
same condition occurred with doubtful weakness of the corresponding 
arm; while in Friedeberg’s (case 2) the limbs were unaffected. 

In 16 cases the facial paralysis was on the side of lesion. In 
Suckling’s case there was paralysis of the face on the side of lesion, 
and of the limbs on thn opposite. In Jalland’s case there <»as weak¬ 
ness of the palate as well as of the face on the side of lesion; and a 
similar condSion existed in a case reported by Purves Stewart. In 
a case under my own ewe both the upper and lower facial regions were 
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aSoeted. In 2 cases of tumour of the middle lobe there aw weakness of 
the face on one side. Among my cases of abscess of the cerebe^tm, 
weakness of the face is mentioned as having occurred in 2; namely, face 
and limbs on the same side (Drummond), and df the face on the side 
, opposite the larger abscess in a case of bilateral abscess reported by 
IViedeberg. 

In a case of left-sided softening reported by Menzies there was 
facial paralysis on the same side; and in cne of haemorrhage recorded by 
Friedeberg there was paralysis of the face on the opposite side. 

Affections of the tongue of hypoglossal.—Affections of the tongue 
or hypoglossal nerve are also not infrequent. Among my 64 cases of 
tumour it occurred 13 times—11 times on the side of lesion, and twice 
on the opposite. It is for the most part slight and often doubtful. 
Articulation is often impaired. It is difficult, hesitating, indistinct, slow, 
and sometimes of a scanning character. This symptom was present in 
17 per cent of Bernhardt’s collection of cerebellar tumours, in 10 per 
cent of Wetzel’s, and in 15 per cent of my own. By most authors 
the impairment of articulation met with in cases of tumour is regarded as 
due to pressure on the pons or medulla; but it has been met with also in 
cases of cerebellar atrophy, and thus it becomes a question whether the 
affection of articulation may not be of a similar character to the ataxy or 
astasia of the limbs. Nothnagel found impairment of articulation in all 
(namely, 8) cases of total cerebellar atrophy, and absent in 4 out of 6 cases 
in which the middle lobe was not affected; and the symptoms in a case 
reported by Hammarberg are strongly in favour of the articulatory 
disturbances being the direct result of cerebellar lesion. In this case the 
symptoms came on at« the age of seven after a so-called inflammation of 
the brain, and for three months there were continuous strong oscillations 
of the limbs and trunk, the patient being unable to pronounce a single 
word, and incessantly emitting inarticulate sounds. The oscillations 
gradually became less marked, and at the same time me power of articu¬ 
lation improved, but remained always indistinct and scanning. There 
was well-marked atrophy with sclerosis of the cerebellum, but no 
degenerative changes could be found in the tracts proceeding from the 
articulatory centres of the cortex. ' 

Difficulty of swallowing is also met with occasionally, especially in 
tumours. It was present in 6 of Bernhardt’s cases, 3 of Wetzel’s, and 11 
of my own. It has also been observed in some cases of atrophy (see 
cases by Kirchhoff (case 1), Bond, Cramer). 

The pulse is occasionally affected, being sometimes quickened and 
sometimes slowed, more particularly in cases of tumour, abscess, or 
hsemorrhage. The same is true also of respiration. These disturbances 
of the pulse and respiration are no doubt oidy indirect effects. 

Tropltle infiuenee of the eeFebellum. —^Lwciani regards the cere¬ 
bellum as exerting a trophic influence on the tissues—^a supwsition which 
he bases on the occurrence of certain cutaneous and other dystrophies 
after extirpation of the cerebellum in animals. Aniong these effects he 
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describes {raljuriSi, glycosuria, acetonuria, marasmus, cutaneous affections, 
conjunctivitis, etc. Turner and I have not been able to confirm Luciani’s 
views of the influence of the cerebellum on nutrition; nor do they 
receive much support,* if any, from clinical observation. Polyuria or 
glycosuria has occasionally been met with in cases of tumour, and Oliver 
records a case of hemorrhage into the cerebellum in which glycosuria' 
occurred, which did not exist before the lesion. The probability is that the 
glycosuria in this i^tance, as ka the others, is due to irritation of the floor 
•of the fourth ventricle, in accordance with Claude Bernard’s experiments. 

Hent&l changes.—Some authors {Nothnagel, Gowers, Kirchhoff) are 
of opinion that the cerebellar hemispheres are in some way related to the 
psychical functions; but the results of experimental physiology lend no 
support to this fiypothesis. It is no doubt true that in most cases of 
cerebellar atrophy there is some impairment of intelligence, varying from 
mere weakness of intellect up to imbecility or oven idiocy; but this is 
more probably the result of some cerebral degeneration coincident with 
that which h^ led to the cerebellar atrophy. This view is borne out by 
the facts of Hammarberg’s case, in which the cerebellar symptoms began 
at the age of seven; yet there was no disturbance of intelligence until 
the age of twenty-four, and that after a chill and mental overwork. In 
tumours of the cerebellum mental hebetude or stupor is not uncommon, 
but this may with good reason be ascribed to secondary hydrocephalus. 

Mental dulness and apathy were present in 33 per cent of Bernhardt’s 
cases, in 35 per cent of Wetzel’s, and in 37 per cent of my own. At 
other times the mental condition is one of irritability and restlessness. 
Occasionally there are hallucinations of sight or hearing. 

Influence of eerebellaF lesions on life.—Cerebellar disease, as such, 
is compatible with long duration of life. Thus in a case, reported by 
Bond, of complete sclerosis of the cerebellum, the duration of life was 
fifty-three years, d^th occurring not from the cerebellar disease, but from 
phthisis. In those forms of disease such as tumours, calculated to pro¬ 
duce indirect disturbance of other centres, the duration of life varies. 
Cerebellar tumours often run a very rapid course. The average dura¬ 
tion is two years (Preston). It is a noteworthy fact, however, that, 
after several months of active disturbance, periods of remission may 
occur, extending for several years, during which the patient may continue 
apparently well, with the exception, perhaps, of impairment or even total 
loss of vision dependent on post-neuritic atrophy. Death occurs not 
infrequently quite suddenly, apparently from sudden failure of respirar 
tioii. This mode of death occurs in from 20 per cent to 25 per cent of 
cases of tumour. 

Aeoessory symptoms.—Certain other symptoms are met with in 
cerebellar disease, which, though not of themselves of a localising value, 
are of some importance staken in conjunction with the other direct and 
indirect syn^toms described above. These are vertigo, vomiting, and 
headache. Vertigo, though not characteristic of cerebellar disease, is 
specially frequent and often very distressing. Nothnagel is inclined to 
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re^trd it as a direct symptom, but this i& more than douBtful, as ' 
great majority of the cases of atrophy it is absent It is present”l, 
ever, in a large proportion of the eases of tumour, and occiub freau i 
also in cases of abscess, softening, and hiemorrhagea The same bn 
of vomiting. It is more frequent and more persistent i/ ^ 
'disease affecting the other intracranial centres. It is absent in cal”^^ 
atrophy, and is more particularly associated with tltoee forms of di^ 
which encroach on the posterior fossa of tfaa skull. The special frea 
of vomiting under such conditions may perhaps be dueto 
the medulla oblongata and roots of the vagus. 

The headache of cerebellar tumour is an early, and often for a lo 
time the only symptom. It is often very intense. . The position f 
the headache does not necessarily correspond to ®the situation of 
tie disease. Though often occipital, it may be wboll:p^ or mainlv 
frontal, or temporal. In one case of long duration, under my own cara 
pain was frontal for eighteen years, and occipital during the last four 
years. A peculiar case has been reported by Purves Stewart. This 
was a cystic tumour of the right cerebellar hemisphere, with persistent 
bormg headache, strictly localised to a small area in the left frontal 
region. He is of opinion that the situation of the pain in this region 
may be accounted for by the anatomical connection of the cerebSlar 
bemiapbere with tbe opposite frontal region of the cerebrum, and that 
a pain of this character may therefore have localising value. Knapp 
also records a case in which there was such marked tenderness over the 
opposite temple that the patient was trephined in this region. 

My own experience has led me to attach comparatively little im¬ 
portance to the situation of the ^in spontaneously complained of in 
intracranial disease. It is otherwise, however, with the pain which is 
elicited by deep pressiue or percussion. In a large proportion of the 
cases of cerebellar disease, tenderness or decided pain may be elicited 
in the occiput, even though not spontaneously complained of; and, 
according to my own observation, it is moat marked on the side corre¬ 
sponding to the disuse; though in some cases the whole occiput is so 
tender that it is difficult to be certain of the predominance of one side 
over the other. In the absence of other localising symptoms I attach 
great importance to the seat of the greatest intensity of the pain on 
pressure as an index of the probable position of the lesion. 

Hei«do-ata:^e cdrdbelleuse (cerebellar heredo-ataxy).—Under the 
above title Marie (73) first described this affection, which he considered 
dependent on atrophy of the cerebellum; he founded his nosological 
classification upon certain cases observed by himself, together with others 
reported by Fraser, 3 cases reported by Nonne, 21 cases of hereditary 
ataxy reported by Sanger Brown, and one or two others. 

More Vecently a monograph by Paul Londe appeared, of which an 
excellent abstract has been loade by Ormerod (86). 

As the name denotes, the disease tends to affect several members of 
one family. 
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The leadi^ symptom are of the cerebellar type; namely, difficulty of 
maintaining the equilibrium, and an unsteady, reeling gait. The resem¬ 
blance between the essential symptoms and those caused by experimental 
or other lesions of the Serebellum serves, according to Londe, to indicate 
the cerebellum as the seat of the disease; but the cases which have 
been examined after* death are as yet too few to ^establish this with 
any degree of certainty. In one of those reported by Nonne there was 
general atrophy of all the cefebro-spinal centres, but there was entire 
absence of the postero-lateral spinal degeneration characteristic of Fried¬ 
reich’s disease (p. 162). In a case reported by Menzel there was great 
atrophy of the cerebellum, and degeneration also of the posterior columns, 
posterior roots, ]^osterior root ganglia, crossed pyramidal and direct 
cerebellar tracts. 

The chief points of distinction between cerebellar heredo-ataxy and 
Friedreich’s disease are, first, that the knee-jerks are increased inst^id of 
being absent; and, secondly, that there are no trophic disturbances, and 
no scoliosis or talipes so characteristic of the latter disease. Londe is of 
opinion that this and Friedreich’s disease both consist in a family tend¬ 
ency to degeneration of the cerebello-spinal system—the degeneration 
in the one group affecting chiefly the cerebellum, and in the other chiefly the 
cord, and sometimes, as in Menzel’s case, both together. 

Summary. —Lesions of the cerebellum may be entirely latent. This is 
the case most frequently when only one cerebellar hemisphere is affected. 

The pathognomonic indication of cerebellar disease is an uncertain, 
reeling gait like that of alcoholic intoxication. 
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Lesions ok the cerebellar peduncles. —^Lesions limited to the 
cerebellar peduncles are exceedingly rare, and in the case of the inferior 
peduncles practically unknown. The most exact information which we 
possess respecting the effects of lesions of these structures is derived 
from experimental physiology. The best-known experiments are those 
of Magendie on the middle peduncles. Magendie describes, as the chief 
effect of the section of the middle peduncle in the lower animals, an 
irresistible tendency to roll towards the side of lesion, and a peculiar 
skew deviation of the optic axes so that the eye on the side of lesion 
looked downwards and inwards, and the other Apwards and outwards. 

Curschnnnn has described as the effect of section pf the united 
anterior and posterior cerebellar peduncles in rabbits, first, irregular 
muscular contractions, without rotation or change of position; and. 
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secondly, a forced position to the side of lesion (Seitenzwangslage), to 
which the animal always returned if displaced, and which it retained till 
death. He obtained the same results on cutting through the middle 
peduncle separately, add attributes the rotatory movements and squint, 
described by Magendie, to lesion of the pons and tuberculum acusticum, 
rather than to lesioiv of the peduncle itself. Turner and I have found 
that division of any one of the cerebellar peduncles in the monkey pro¬ 
duces symptoms similar to these of destruction of the lateral lobe (see 
•page 363), the chief difference being the greater tendency to roll 
towards the side of lesion. The most characteristic and frequent forced 
pHMition was observed after section of the inferior peduncle, namely, curva- 
tion of the vertebtal axis, with the concavity towards the side of lesion; 
adduction and flexion of the limbs on the side of lesion, and abduction 
and extension of the limbs of the opposite side. In the majority of 
cases also the chin was deflected towards the side opposite the lesion, 
and in the direction of the rotation round the vertebral axis which 
caused the animal to roll to the side of lesion. The tendency to rota¬ 
tion, however, is only a temporary phenomenon, and ultimately entirely 
subsides. 

Superlop peduncle.—Curschmann has recorded a case of softening, 
from capillary haemorrhage, in the right superior peduncla There 
were, however, indications also of basilar tuberculous meningitis, which 
somewhat complicated the case. The symptoms were a forced position 
of the head and body towards the right side, to which position the 
patient invariably returned when resistance to the movement was 
withdrawn. There was no motor paralysis, and no deviation of the 
optic axes. 

Bannister has recorded a case of minute haemorrhagic extravasa¬ 
tion in the ventral aspect of the right superior cerebellar peduncle. 
The 83 rmptoms werp sudden onset of vomiting, which was very persistent, 
and a reeling gait. The patient lay on the right side with her head 
turned strongly to this side. The left arm was rigidly flexed, the left 
leg extended and lax. The eyeballs were in rapid horizontal movement 
from side to side. The whole of the left side became ultimately para¬ 
lysed, and the right sme also paretic. The patient in the later stages 
lay on her back, but the head was still turned to the right. Death 
occurred twenty-two hours after the onset. 

Middle peduncle.—Lesions implicating the middle peduncle are not 
unknown, but they are rarely limited to the peduncle itself. Occasion¬ 
ally hsemorrhagic extravasation occurs, more or less limited to the 
peduncle, or es^nding also into the side of the pons. 

The symptoms are somewhat variable, and it is not easy to eliminate 
the facta due to lesion of the peduncle from those due to lesion of the 
pons or adjacent structares. Not infrequently paralytic syilptoms of 
the limbs an^ cranial nerves complicate those strictly dependent on the 
peduncular lesion. The most characteristic symptoms that have been 
observed are forced movements, or actual rotation, associated occasionally 




SYSTEM OF MEDICINE 


J«8 

with deviatioD of the optic axes. A case, observed by Serres, has been 
reported by Longet, in which there was a focus of softening at the point 
where the right cerebellar peduncle radiates into the cerebellar hemi¬ 
sphere. The symptoms began with rotation from* right to left, followed 
by left hemiplegia, which ultimately disappeared, with the exception of 
the paralysis of the left leg. Death occurred five pionths after the first 
onset. In another case, reported by Nonat, the patient, a woman 
aged 60, had an apoplectic attack due tc hsemorrhagic effusion in the 
right middle peduncle. The patient assumed a forced position on the- 
right side, with the head strongly turned to this side. The eyes were 
immovable, and the optic axes deviated so that the right eye looked 
downwards and outwards, and the left upwards and" inwards. Death 
occurred on the following day. Another interesting case has been 
reported by Friedeberg of bsemorrhagic effusion into the left cere¬ 
bellar hemisphere followed by meningitis due to traumatic lesion. In 
this case the patient suffered from vertigo, with a tendency in walking to 
go to the left, followed by repeated attacks of rotation round the 
vertical axis from left to right. The eyes were in a constant state of 
oscillation. On cessation of the rotatory attacks vertigo continued, and 
a sensation as if he were falling to the right. The whole duration of 
the symptoms was about five weeks. A case of tumour implicating the 
right middle peduncle has been recorded by Bernhardt. In this 
case the patient when lying in bed had a tendency to turn from right to 
left. The eyes looked upwards and to the left, and there was some 
degree of nystagmus. In standing and walking there was a tendency to 
fall to the left. 

Inferior peduncle.*—^Thero are no clinical cases on record of lesions 
strictly limited to the inferior peduncle. I have already alluded to the 
characteristic forced movements and tendency to rotation which invari¬ 
ably occurred after section of the inferior peduncle jn monkeys. Very 
commonly also ansesthesia of the cornea and face occurred on the side of 
lesion, owing to almost unavoidable division of the subjacent ascending 
root of the trigeminus. On experimental grounds I should be led to 
suppose that forced movements or tendency to rotation associated with 
anaesthesia of the cornea would be pathognomonic of lesion of the cor¬ 
responding inferior peduncle of the cerebellum. I have not been able 
to find any record of such a combination of symptoms in man. A case 
has been recorded by Gouty of a tumour, the size of a nut, affecting 
the left inferior peduncle; this, however, was complicated by tubercu¬ 
lous meningitis of the convexity and base. During life there were motor 
disorders on the side of lesion—at first pseudataxic, and later hemi¬ 
plegic, the face being unaffected. There was no loss of sensation. 
Brissaud has lately recorded a case of tumour of the left restiform 
body whftih affected also the anterior segment of- the left cerebellar hemi¬ 
sphere. Th« situation of the tumour was diagnosed during life. The 
symptoms were slowly increasing deafness in the left ear, convulsive tic 
on the left side of the face, stiffness and pain in the neck, retraction of 
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the head, severe occipital headache and cerebellar gait. No forced 
movements or rotatory disturbances were observed in these two cases, 
nor d<M8 there appear to have been anaesthesia of the cornea or face on 
the side of lesion. Mendel, in reporting a case of Graves’ disease 
in which there was atrophy of the left restiform body, attempts to 
establish a relation between this disease and lesion of the restiform body, 
and quotes the experiments of Filehne and others, from which it appears 
that symptoms resembling GAives’ disease were induced in dogs and 
hibbits by section of the corpus restiforme. Turner and I, however, 
observed no such phenomena in monkeys; and in man integrity of the 
restiform body has often been established in cases of Graves’ disease 
{vide Joffroy and ^hard, Bezel, and Maude). 

It thus appears that the most characteristic symptoms of lesion of 
any of the cerebellar peduncles are—rotation round the vertebral axis, 
or forcible impulse causing the patient to assume some fixed position. 
In lesions of the superior peduncle the cases of Curschmann and Ban¬ 
nister show a forced position on the side of lesion; in those of the 
middle peduncle, the cases of Serres, Friedeberg, and Bernhardt show 
rotation from the side of lesion; and that of Nonat forced position on 
the side of lesion,—facts which are all in harmony with the experiments 
of Magendie, as well as with those of Turner and myself. For the 
rotation from the side of lesion is essentially the same phenomenon as 
forced position, or rolling towards the side of lesion. 
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Lesions op the medulla obiaingata. — The pathology of the 
medulla oblongata is unusually complex. Not merely is it primarily liable 
to the same lesions as afiect other nerve-centres, but, more frequently, 
it is implicated in diseases primarily originating in the pons or 
cerebellum; it is also liable to be affected indirectly by intracranial 
disease in general, particularly by those forms which cause an increase of 
the intracranial pressure. ]^ing also a kind of isthmus between the 
brain and spinal cord, it is subject to ascending or descending degenera¬ 
tions in consequence of cerebral or spinal lesions; and, being {he centre of 
inany complicated synergic muscular acts, its nuclei are subject to special 
forms of degeneration similar to those which affect the oculo-motor 
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nuclei and anterior cornua of the spinal cord. With the indirect afifec- 
tions of the medulla oblongata in connection with various forms of intra¬ 
cranial disease, ascending and descending degenerations, and the clinical 
history of bulbar or labio-glosso-laryngeal paralysis, it is not the purpose 
• of this article to deal, as these subjects are discussed under their 
respective heads. Attention will be mainly directed to the forms of 
disease primarily affecting the medulla oblongata, and to the symp<^-om8 
on which the regional diagnosis can be ba&ed. 

Hsemorrhage.—Haemorrhage limited to the medulla is comparatively 
rare; more often the pons and medulla are affected together. It may 
be the result of disease, or due to injury, such as a blow on the head or 
back of the neck. Duret (3) has shown that in anii^ls blows on the 
head, especially on the forehead and vertex, may cause punctiform 
extravasations in the medulla oblongata and base of the brain. Sch,>ilz 
has recorded a case of bulbar paralysis immediately following a blow on 
the back of the neck, presumably due to traumatic haemorrhage. Not 
infrequently effusions of blood taJce place in the fourth ventricle, either 
arising from the pons medulla or cerebellum, or from inundations 
of the lateral ventricles gaining access by the aqueduct of Sylvius. 

Haemorrhage into the medulla, or into the fourth ventricle, is usually 
fatal. Death may be instantaneous, or within a few hours, in profound 
coma with stertorous respiration and occasional convulsions. Very 
rarely bulbar haemorrhage gives rise to chronic stationary lesions with 
bulbar symptoms, but those are mostly due to thrombosis or embolism, or 
acute myelitis. 

Softening.—Softening of the medulla oblongata, due to thrombosis or 
embolism of the vertJebral arteries and their branches, is of common 
occurrence, and is the cause of what is termed apoplectiform bulbar 
paralysis. The arteries of the medulla oblongata, according to the 
researches of Duret (3), arise from the vertebrals, orrfrom their branches 
the anterior spinal and posterior inferior cerebellar. One set of these 
vessels, the medial, enter the medulla in the middle line, and supply the 
nerve nuclei. The medial branches to the eleventh and twelfth nuclei 
arise from the anterior spinal. Those of the fcnth, ninth, and eighth 
come from the basilar or upper end of the vertebral artery. The other 
set—namely, the lateral or radicular branches—enter the medulla with the 
nerve-roots, and supply also the nerve nuclei. The radicular branches 
to the bulbar nerves arise from the vertebral, except that to the spinal 
accessory which comes from the inferior cerebellar; and that to the 
hypoglossal which arises from the anterior spinal artery. Those to the 
facial or auditory nerves may come from the vertebral, or basilar, or 
both. 

Embplic or thrombotic occlusion of these arterioles gives rise to 
softening of the centres to which they are distributed, and therefore 
causes acutef bulbar symptoms. The extent and severity of (the symptoms 
vary as the position and extent of the softening. GeneraUy the onset 
is sudden as in hsemorrhage, but the course is more slow and the 
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duratio^ more chronic. As a rule there is no loss of consciousness, 
and this is sometimes considered as a point of distinction between 
hemorrhage and softening, but it is doubtful whether it is trustworthy. 

The symptoms caHsed by softening so induced will be considered 
presently. 

TomouFS. — Tun^oui’s may originate primarily in the medulla 
oblongata; but more commonly they invade the medulla from the 
cerebellum, pons, or base of ^the skull. Besides the special localising 
•symptoms there are the general symptoms of intracranial tumour. Of 
these vomiting is usually specially well marked, while optic neuritis is 
not infrequently absent. 

• Cases have been recorded of tumour actually in the substance 
of the medulla without any of the characteristic symptoms in life 
(Wilks). 

Abscess.—Abscess of the medulla is very rare. Eisenlohr has 
recorded two cases of abscess of the medulla—the one secondary to 
empyema, the other to cerebro-spinal meningitis. Chassel has recorded 
one secondary to acute infectious osteomyelitis. 

Acute bulbar myelitis.—Under this head an affection is described of 
the nature of bulbar or labio-glosso-laryngeal paralysis, but of rapid 
onset, and probably due to acute inflammation of the bulbar nuclei. 
The symptoms set in generally with dysphagia, followed by jwresis or 
paralysis of the soft palate, larynx, and tongue. The extremities are 
occasionally paretic, and paralysis of the face and ocular muscles is not 
uncommon. The temperature is occasionally elevated, the pulse always 
rapid, and death occurs in a few days or weeks, invariably preceded by 
paralysis of respiration. • 

Microscopical examination, in the few cases so examined, has 
revealed signs of inflammatory change in the bulbar nuclei,—petechial 
heemorrhages, thropibosis, and small-celled infiltration. 

Compression of the medulla.—Sudden compression of the medulla 
is not uncommon from fracture or dislocation of the atlas and axis, as in 
falls, hanging, twisting the neck, or diseased vertebrae. Usually death 
is instantaneous from respiratory paralysis—the heart often continuing 
to boat for an appreciable interval after cessation of all respiratory 
movements. 

Gradual compression of the medulla oblongata may be caused by 
chronic disease and tumours at the base of the skull, aneurysm of the 
basilar or vertebral arteries, etc. 

Oppenheim and Siemerling attribute compression symptoms in 
some cases to dilated atheromatous vessels. They are of opinion that 
arterio-sclerosis often leads to dilatation of the vessels without any 
apparent anatomical lesion, and yet the pons, medulla, and the issuing 
nerves may suflFer in function from the pressure so exerted. 

Symptomatology.—^The pathognomonic symptoms of ^bulbar lesion 
are a conjomt affection of the extremities, and of one or more of the 
bulbar cranial nerves, with impairment of speech and deglutition. 
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'witli cardio-respiratoTy disturbances. In some ewes of bulbar 
lesion tihe limbs only are affect^ in which case no certain diagnosis can 
be made of the seat of the lesion. All four limbs may be paralysed; 
or, in other cases, the affection of the limbs 'may be of the hemi¬ 
plegic order. With the limbs the cranial nerve most frequently impli- 
'cated is the hypoglossal, more rarely the seventh ,or sixth. When the 
hypoglossal is affected the symptoms are impaired mobility of the tongue, 
with a greater or less degree of dysarthria. This combination of symp¬ 
toms, however, may also arise from disease of the pons, and there are no- 
features which clearly distinguish between the one and the other. The 
tongue and the speech are rarely, if ever, so affected as in progressive 
bulbar paralysis, nor has atrophy of the tongue, with diminished electrical 
contractility, been observed. An exemplary case of* Fulbar lesion with 
paralysis of the limbs on the one side, and of the tongue on the other, 
has been recorded by Madame Goukovsky. The autopsy revealed a 
focus of softening limited to the left olive and left pyramid, and destroy¬ 
ing the greater part of the roots of the left hypoglossal. She refers to a 
similar case reported by Sougues, which was complicated, however, with 
paralysis of the sixth and seventh nerves. 

In some cases the affection of the limbs is of a diagonal character, 
that is, the arm is affected on the one side and the leg on the other. This 
can only occur when the motor fibres for one limb are cut before decussa¬ 
tion, and those for the other after they have crossed; in such a case 
the lesion must bo situated at the decussation of the pyramids. An 
instance of this kind, due to a minute haemorrhage in the lower part of the 
medulla oblongata on one side, has been recorded by Tildesley. 

Tumor (15) and I (have shown that destruction of the tubercle of 
Rolando causes anaesthesia in the region of distribution of the fifth nerve 
on the side of lesion, and analgesia of the trunk and limbs of the opposite 
side. A case illustrating this combination of symptom^ has been recorded 
by Senator; it was due to thrombotic softening in the outer postero- 
inferior wpect of the left side of the medulla oblongata. The symptoms 
were anaesthesia of the left fifth, and almost complete analgesia of the 
right side of the body. 

In some cases of bulbar lesion an ataxic condition of the limbs has 
been observed. Goldscheider has recorded a case of lesion affecting 
the pyramids, upper part of the olives, inter-olivary layer, and nuclear 
region on both sides, but specially the left, in which the left arm was 
choreic, but apparently normal as regards sensation; while there was 
loss of the sense of position in the right arm. He is of opinion that 
this case shows that the tracts of the muscle-sense occupy a different 
region from those of other forms of sensibility—the former lying mesial 
to the hypoglossal nerves, the latter occupying the outer portion of the 
formatio Aiticularis; and Starr considers thatv the absence of ataxy 
in anaesthetic,limbs is due to the fillet not being affected. These are 
points, however, on which further investigation is needed. * 

A symptom of great importance in the regional diagnosis of bulbar 
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lesions is the occurrence of dysphagia or paralysis of deglutition. Dys¬ 
phagia may also occur to some extent from lesion of the pons, especially 
when the tongue is affected; but complete paralysis of deglutition is a 
sign of direct or indire^ lesion of the medulla oblongata. This may occur 
when the movements of the tongue are only relatively slightly impaired.« 

Paralysis of the. soft palate on one or both sides is a frequent 
symptom, and with this there may be entire loss of the palate reflex. 
Together with the affection of'the soft palate there may be hoarseness or 
•aphonia from paralysis of one or both vocal cords. 

The association of paralysis of the palate and of the vocal cords, and 
especially the absence of palate reflex, serve to distinguish true bulbar 
lesion from the pSteudo-bulbar paralysis resulting from bilateral lesion of 
the articulatory centres of the cortex or lenticular nuclei 

The conjoint paralysis of the palate and vocal cords indicates lesion 
of the nucleus of the accessorio-vagus, or of its root fibres. In a patient 
recently under my own care there was a combination of paralysis of 
the right side of the face, right side of the palate, right vocal cord, 
right stcmo-mastoid and trapezius, as well as the right glosso-pharyngeal. 
In this case there was probably lesion of the roots of the respective 
cranial nerves at their emergence from the medulla oblongata. The 
muscles of mastication have been affected in some cases. (See cases by 
Dixon Mann and Tildesley.) 

Tiismus has been mentioned by Joffroy as a characteristic symptom 
in apoplectiform bulbar paralysis, but, as shown by Nothnagel, it is not 
a common symptom. 

Cardio-respiratory disturbances, such as irregularity of the heart, 
acceleration or retardation of the pulse, sighing,* irregular or laboured 
respiration, intense dyspnoea often amounting to orthopneea, coughing, 
hiccough or vomiting have also been observed not infrequently. 

In a case reported by Glynn, of a small glioma in the middle line 
of the medulla at the level of the calamus scriptorius, there were 
present intense dyspnoea, paralysis of the diaphragm, vomiting, impaired 
movement of the lips and tongue, dysphagia, abolition of the palate 
reflex, and weakness in ij,ll four extremities, especially the arms. In this 
case there was also a trace of sugar in the urine. 

Albuminuria and glycosuria have also been observed in connection 
with bulbar lesions, the latter more particularly with lesions of the floor 
of the fourth ventricle; but their association with acute bulbar paralysis 
is by no means constant. 

Do Jonge records a case of a small tubercle reaching from just 
below the left olivary body to the first cervical nerve, in which there 
was glycosuria, which he attributes to the lesion in question. He cites 
11 cases of glycosuria with disease of the medulla, in all of which the 
lesion was considerably h^her than in this case j and he concludes, there¬ 
fore, that the ^iabetic centre itself was not involved, but only the fibres 
proceeding from it to the periphery. 

Summary .—The characteristic symptoms of lesion of the medulla 
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oblong&ta are impairment or paralysis of articulation, donation and 
deglutition, with disturbances of the heart and respiration, and not in¬ 
frequently paresis or paralysis of the limbs on one^r both sidea 

David Ferrieb. 
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APHASIA AND OTHER SPEECH DEFECTS 

Introduction.—The word “ aphasia ” is now commonly used as a general 
term including the widest variety of speech defects, and of defects which 
are dependent upon lesions in very varied parts of the brain. This I 
consider to be very undesirable, because the influence of Broca’s discovery 
is still so strong that tHe majority of persona connect this term “ aphasia ” 
with a lesion of one definite part of the brain—the third left.frontal con¬ 
volution. It seems to me desirable, therefore, that the word “ aphasia ’’ 
should be limited as much as possible to the defect caused by damage to 
this region; and that different names should be applied to the speech 
defects due to lesions in other regions of the brain. Such a course will 
be adopted in this article. 

It is now well understood that one hemispheise of the brain exercises 
a dominant influence in connection with language both spoken and written, 
and that for right-handed persons it is the left hemisphere which is thus 
potent. In left-handed persons, however, it has been commonly found 
that the right is the dominating hemisphere for speech purposes. Thus 
it would seem that whether the left or the right hemisphere is to take 
the lead in speech functions in any given person, depends mainly upon 
whether such person is right or is left-handed. 

The degree to which in either case the second hemisphere intervenes 
is a matter of considerable importance, not only physiologically, but also 
from the point of view of the facility with *which compensation and 
recovery may be brought about in many cases in which sppech is lost or 
disturbed. 

Forma of vmd memory .—The problems concerning speech defects are 
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especially complicated becaiue of the existence of four different kinds of 
word memory, each having its seat of registration in a definite part of the 
cerebral, cortex. Thus there is (i.) an avdUory word-centre, where the 
sounds of words are registered; (ii.) a visual word-centre, where the visual 
images of letters and words are registered ; (iii.) a gloa^kinmsthetic centre,^ 
where the combined impressions which pass to the brain as a result of the 
movements of the lips, tongue, palate, larynx, and other parts concerned 
with articulate speech are roistered; and (iv.) a dmro-kincesthetic centre, 
’where the sensory impressions resulting from the movements concerned in 
writing are stored up. From the latter two centres outgoing fibres 
emerge, and descend as part of the pyramidal tract; those from the glosso- 
kfoaesthetic centr^ going to the motor speech centres in the bulb, and 
those from the chdlro-kintesthetic centre going to the motor centres in 
the spinal cord by means of .which the act of writing is performed. 

The four word-centres are only specialised portions of the general 



Fig. 22.—Piagraiii sliowni}; the upproxiniata itiinH of the four word-centrea and their oomnnHaim^a. 

auditory, tho general visual, and the general kinaesthetic centres. The 
latter correspond with the so-called motor centres of the cortex. But in 
my opinion motor centres do not exist in the cortex—the functions 
formerly ascribed to such centres being really carried out by sensory 
I centres of kinmsthetic type. The portion of these centres concerned with 
articulate speech is situated in the posterior part of the third left frontal 
convolution, and perhaps part of the foot of the ascending frontal (Broca’s 
region); the portion concerned with writing has been supposed (after 
Exner) to be situated in the posterior part of the second frontal con¬ 
volution. This, however, is doubtful; and it is oven uncertain how far 
the writing centre has a locus apart from the region in which impressions 
resulting from more general movements of the hand and arm are regis¬ 
tered. The auditory word-centre is situated in the posterior half or two- 
thirds of the upper temjibral convolution, with perhaps the posferior part 
of the second temporal convolution. The visual word-centre seems to be 
localised in the angular gyrus and in part of the supramarginal gyrus. 
These, at all evmits, are the regions which clinico-pathological research in 
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man seems to indicate as being most concerned with the several word- 
memories. 

Order of development of the different word-centr ^.—In regard to the 
order of development of those different centres it would seem clear that 
Ahe auditory word-centre is the first to be called into play, since the child 
loams to understand speech for many months before he is able to speak. 
After a time he makes attempts to speak, and then the glosso-kinsesthetic 
centre becomes gradually organised unddr the influence of incitations 
proceeding from the auditory word-centre—the stimuli passing along* 
certain associational paths, which are thus gradually laid down. After a 
year or two the visual word-centre becomes organised as the child is 
taught to recognise letters and words; and simultan^usly two sets "of 
associational channels (or commissural fibres) are laid* down between the 
auditory word-centre and this visual word-centre. Ultimately, when the 



Fio. 28.—A dtograin illufttratlug the relative i>ositlonH of the different word-ceutres and the mode in 
which they are connected by commiaeuree. The connectiona indicated by dotted lines Indicate 
possible but less habitual routes for the ^iassage of stimuli. * 

child becomes able to read, there must be activity first in the visual word- 
centre, then in the auditory word-centre, and immediately afterwards in 
the glosBO-kineesthetic centre. •- 

Subsequently, as the child learns to write, the cheiro-kinaesthetic centre 
becomes organised, the guiding influence of the visual centre being called 
into play, and this would be accompanied by the development of associa¬ 
tion channels between the two centres. The visual centre, in fact, holds 
the same sort of relation to the act of writing that the auditory word- 
centre holds to articulate ^eech. In writing from dictation, and probably 
also in writing spontaneously, the train of activity starts in the auditory 
word-centre, spreads to the visual centre, and thence on to the cheiro- 
kinsBsthet(p centre, whence the outgoing stimuli pass over to the motor 
centres in the spinal cord. *' 

In these‘various ways functional associations of the (closest kind 
become established between the four word-centres, those in the frontal 
convolutions (kinsesthetic centres), however, never acting alone but always 
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n response to incitations coming to them either from the auditory or 
rom the visual word-centre. 

The order of association above given is, however, probably not always 
)bBerved. Thus there'is reason to believe that in some persons who are 
‘ auditives ” and well accustomed to write, the stimulus for this process* 
nay pass at once froip the auditory word-centre to the cheiro-kinsesthetic 
jentre without passing through the visual word-centre. And, again, that 
in certain well-educated “ visuals ” much accustomed to read aloud, the 
stimulus, during this process, may pass from the visual word-centre direct 
to the glosso-kinsBsthetic centre without passing through the auditory 
word-centre—^just as it must do in the case of deaf-mutes who have been 
taught to speak bjr the lip-reading process. These and other occasional 
associational channets are indicated in Fig. 23 by dotted lines. 

TAe part played hy the light certdnul hemisphere in speech fundims .— 
Too little attention has been paid to this question, which becomes one of 
great importance when we have to consider the mode in which a cure, or 
restoration of function, is brought about in many varieties of speech 
defect. As above indicated, functional compensation in the case of 
destruction of the left auditory word-centre may sometimes be effected 
by the visual word-centre taking on now functions (that is, acting directly 
on the gloBso-kinsesthetic centre); and in the case of destruction of the 
visual word-centre functional compensation may be brought about by the 
auditory word-centre taking on new functions (that is, acting directly on 
the cheiro-kinsesthetic centre). 

But other possibilities in the way of functional substitution are to 
be looked for by reason of the word-centres in the right hemisphere 
assuming an unwonted degree of activity. • 

Some writers (Lichtheim, Wernicke, Dt^jerine) seem to think that no 
word-centres exist in the right hemisphere of a right-handed person. 
This is, in my opin^n, a great mistake. 

When we hear another person speak, the auditory impressions must 
impinge upon the right as well as upon the left hemisphere; and, similarly, 
when we read letters or words in a book, we know that such visual 
impressions must proceed equally to the two hemispheres. Again, when 
we speak, glosso-kinmsthetic impressions should stream up equally from 
the bilateral muscles in action to the third frontal convolution in each 
hemisphere. In writing with the right hand, cheiro-kineesthetic impressions, 
of course, go only to the left hemisphere, so that here the case is excep¬ 
tional, and the corresponding centre of the right hemisphere must remain 
undeveloped. The case of this latter function is therefore different from 
that of the other three whose performance seems necessarily to lead to 
development of the corresponding centres on each side of the brain. 
Thus it would appear that a certain amount of organisation of the right 
auditory word-centre, of ^the right visual word-centre, and of ^he right 
glosso-kinsestlmtic centre, is certain to occur simultaneously with the 
organisation of corresponding centres in the left hemisphere. We seem 
bound to admity therefore, that each hemisphere has the chance of being 
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educated so far as the mere recepHm of yaeech impressions is con¬ 
cerned. It is when we come to the executive side of speech functions 
that the great difference begins to appear between the relative activity of 
the two hemispheres of the brain. ' 

The fact that after a time the left hemisphere takes the lead, and that 
motor incitations pass off almost exclusively from it, probably leads 
gradually to a more complete organisation of the different word-centres 
in this hemisphere, and a more complete Idiitting of them together by the 
development of commissural fibres. . 

The similar centres in the two hemispheres are probably also'brought 
into association with each other by means of commissural fibres forming 
part of the corpus callosum. The existence of such hssociational fibres 
between the two glosso-kinsesthetic centres accounts for the recovery of 
speech that takes place in certain cases of aphemia. The existence of 
similar fibres between the two auditory word-centres seems shown by the 
non-occurrence of word-deafness in cases where hearing is lost on the 
right side; whilst a consideration of the pathology of the condition 
known as “pure word-blindness” (as we sWl see later on) makes it 
probable that commissural fibres also exist between the two visual word- 
centres. 

The difference in the degree of activity of the two cerebral hemispheres 
during speech would tend to become more and more accentuated in future 
years, and would in all probability lead to a much higher grade of 
functional activity, even on the receptive side, in the three kinds of word- 
centres pertaining to the leading hemisphere. 

It will subsequently be shown, moreover, that there is reason for 
believing that each auditory word-centre is in relation with Broca’s centre, 
so that in some cases where there has been destruction of the left auditory 
word-centre word-deafness' may be transitory, and fair speech soon be 
possible by reason of the increased action of the ajiditory word-centre 
of the right hemisphere, through a diagonally disposed commissure, upon 
the left glosso-kinaesthetic centre. 

The seat of the primary recoil of words. —In silent thought and in 
ordinary speech a memorial recall of words iiji the great majority of 
persons seems to take place first in the auditory word-centre, though this 
is almost immediately followed by less or more activity in Broca’s centre. 
In a very small > percentage of persons who are exceptionally strong 
“visuals,” this primary recall of words may occur in the visual word- 
centre. All clinical evidence, however, is against the notion that the 
initial activity in the recall of words over occurs in Broca’s centre. This, 
like other kinaesthetic centi'es, seems only to be called into play at the 
instigation of stimuli coming from the auditory or the visual centres, 
though ^e contrary view has been strongly advocated by Strieker and 
others. This subject I have recently dealt with more at length in toy 
first Lumleikn lecture (6). 

Different modes of incitation of auditory and visual worarctnlra. —^It is 
important for the interpretation of speech defects to bear in mind that the 
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funolions of the auditory word-centro are carried on in obedience to 
stimuli of th^o degrees of intensity, (i.) The weakest stimuli, and ftie 
first to fail m producing their customary effect, are what we may call 
“ volitional ” stimuli, ubder the influence of which so-called spontaneous 
speech is produced—words being recollected as they are wanted for the, 
expression of thought, (ii.) Stronger stimuli are those of an “associa- 
tional ” order, which come to the auditory from the visual word-centre 
when this is actively aroused, ^s in the process of reading aloud, (iii.) 
•The strongest stimuli all are those of a “ sensory ” type, coming to the 
auditory word-centre directly from without, as when a patient is bidden 
tp repeat any given word. 

■ Incept in theVery rare cases in which words are first revived in the 
visual word-centre fhther than in the auditory during silent thought, the 
former centre reacts only to associational and sensory stimuli—so that 
what is known as amnesia verbalis (which is a failure of recollection for 
words) is practically limited to defects of the auditory word-centre. 

Word-images as integral components of percepts and concepts. —The 
functional unification of the word-centres of which I have hitherto spoken 
is not of such a kind as to remain in a state of isolation. Words that 
are heard are first of all associated in the mind of the child with external 
objects, so that such auditory impressions become linked, by means of 
associational fibres, with the organic seats of the several sensory im¬ 
pressions—also freely connected with one another—that the child has 
been able to derive from this or that object. Thus the name subsequently 
becomes revived as part of the perceptive process whenever the object is 
again presented. The sight of the mother recalls the name “ Mamma,” 
just as the sound of this word would revive thfe corresponding visual, 
tactile, and other images. After a time the auditory representative of 
the name becomes reinforced by glosso-kinsesthetic impressions as soon as 
the child learns to ,utter the word ; later by visual impressions when it 
learns to read, and by cheiro-kinaesthetic impressions when it has learned 
to write. 

The several components of word-percepts are thus brought not only 
into relation with one apother, but become no less intimately associated 
with the several sensory components of object-percepts. The result is 
that the hearing or the sight of the name of any object immediately calls 
up in the older child or in the adult an idea of the object, just as its 
presentation to sight or other sense produces a nascent activity in the 
several centres in which its name is registered, though mainly in the 
auditory and the visual centres. 

Words soon become to a very large extent the symbols whereby we 
carry on our thoughts, and this thinking by means of words becomes all 
the more thorough as thought becomes more complex. We can think of 
a particular person or of k particular plant as well by recalling Ihe visual 
•im^ as by ,re^ling the name. But when in thinking »we have to 
recall general n^es, such as “ animal ” or “ tree,” or still more abstract 
names such as “virtue” or “vice,” it becomes certain that in silent 
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tJ^ught we use the words as symbols for the more or leas complex ideas 
wmch they represent. And if we bear in mind that the seats in which 
these words are registered (our word-centres) are in organic and functional 
relation with the seats of registration' of the cVuresponding percepts, 
cconcepts, etc., we are enabled in a measure to understand how the 
reviv^ of the word in the mind (as the thougUt-eounter) is associated 
with an almost simultaneous activity in the seats of registration of the 
corresponding percepts and concepts. (- 

We may thus recognise how it happens that^n simple acts of per-- 
ception, and still more in simple thought processes, we have no limitation 
of cerebral activity to narrowly localised centres, but rather widespre^^i 
processes of activity in very varied regions of the cortex, and that, too, 
in both hemispheres of the brain. In our talk abodt individual centres 
and their functions we are apt to forget how much the brain acts as a 
whole even in operations that seem comparatively simple, and many of 
those who have written on aphasia have, as I venture to think, not 
sufficiently taken into account the fact that the name constitutes an 
integral element of the percept or of the concept. 

Does conception take place in a single centre altogether apart from percep- 
&anf —This is a most important question concerning which much difference 
of opinion exists among writers on speech.defects. Broadbent, Kussmaul, 
Charcot, Lichtheim, and Wernicke have taken the affirmative position 
more or less positively. I was the first to express dissent from this view, 
and have since been followed by de Watteville, Boss, Allen Starr, and 
Wyllie, all of whom have likewise decided against the supposed necessity 
of postulating a separate centre for ideas or concepts. 

My opposition to this postulation of a single separate “centre for 
concepts ” (or “ centre for ideas ’’ as it is called by others) was based 
originally upon psychological considerations. It seemed to me wholly 
unnecessary and at variance with what appeared to,be thd real nature 
of the process of perception and conception. 

Then, again, I am unable to find any clear evidence from clinical data 
tending to prove the existence of a separate “ centre for concepts ”—or, 
in other words, any existing forms of speech defect that can Only be ex¬ 
plained by supposing the existence of a lesion in such a separate centre 
or, as Lichtheim supposes, in the course of its afferent or efferent fibres. 
I am convinced that the supposed necessity for assuming the existence 
of a single separate “centre for concepts,” when seeking to interpret 
di^erent forms of speech defect, may in many cases be obviated % a 
fuller, recognition of the different, degrees of functional excitability that, 
may obtain in the auditory and the visual word-centres respectively. 
We shall see that their molecular mobility may be so much lowered that 
they are only capable of responding to powerful stimuli. Thus, whilst 
volitionaT recall or “ recollection ” may be impossible within their province, 
they may, still be capable of acting in association with xt^er centres—• 
as when reading may be fluent though voluntary speecli is ^greatly im¬ 
paired ; and they ma^act still more easily under a direct sensory stimulus 
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— as when a word is repeated which the patient has just heard 
pronounced. 

Another cause that has led to this postulation of a “ centre for 
concepts” is traceable*! think, to an inadequate realisation of the nature 
of a perceptive process, and of the fact that a name may and does constitute 
an integral part of the complexus of revived sensory impressions which go 
to constitute such a process. 

Again, as it would be quite easy to show, perceptive processes vary 
greatly in complexity, and merge by insensible gradations into procrases 
of conception. It seems thoroughly legitimate, therefore, to suppose 
that these latter more specialised modes of mental activity, whilst having 
their roots in perbeptive centres, must be completed in outgrowths there¬ 
from—that is, in ^rts of the brain which are in close relation structurally 
and functionally with the several sensory centres. I have commonly 
spoken of such regions as “ annexes ” of the perceptive centres. 

Of late Flechsig (33) has called special attention to four areas of the 
cortex that differ from the sensory areas, since they are neither in relation 
with afferent nor with efferent fibres. He assumes that these regions sub¬ 
serve higher mental functions than those carried on in the sensory centres, 
and terms such regions “ association areas.” These regions seem, therefore, 
to correspond with what I have referred to above as “annexes of the 
perceptive centres.” They occupy a large proportion of the cerebal 
cortex and are thus located by Flechsig: (i.) in parts of the pre-frontal 
lobes; (ii.) a large portion of the temporal lobes; (iii.) a considerable area 
in the posterior parietal region; and (iv.) the island of Keil. These four 
fairly well-defined areas are, as above stated, not dii-ectly connected with 
afferent or with efferent fibres, and in addition to'this two other reasons 
are given for supposing them to be concerned with the carrying on of 
higher functions. Flechsig points out, in the first place, that these regions 
remain immature a/id completely devoid of myeline for several months 
after birth, though the sensorial centres have arrived at comparative 
maturity; and, secondly, that these association centres are the parts 
which are especially developed in the brain of man as compared with 
that of the lower animajs. 

It is only fair to Broadbent to point out that more than twenty years 
previously he had cited (18) almost exactly these regions of the cerebral 
cortex as parts that were neither in direct relation with peduncular fibres 
nor with those of the corpus callosum, and that he had attributed to these 
regions just the same functions as those now assigned to them by Flechsig. 
He adds: “ Now the convolutions which I have enumerated as having no 
direct communication with the crus, central ganglia, or corpus callosum, 
are, in the first place, those which are latest in order of development, and 
on this ground alone might be supposed to be concerned in the more 
strictly mental faculties which are latest in their manifestatiofts. They 
are those which constitute the difference between the human cerebrum 
and the cereCrum of the quadrumana j and it would, moreover, seem to 
accord with the general plan of construction of the nervous system and 
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' know of the mental operational thajit these convolutions, 

lire withdrawn, so to speak, from direct, relation with the outer 
^-'^oiild, should be the seat of the more purely intelleCjtual operations." 

It is, I think, perfectly legitimate to suppose tfiat the annexes of the 
^nsoiy centres, to which I have previously referred, tend to be developed 
in the directions above indicated by Broadbent and Hechsig, though how 
much of these territories they occupy must remain altogether uncertain. 
It seems also probable that there is no sharp line of demarcation between 
ithese annexes and the several sensory areas, and that the combined sensortj' 
areas together with the annexes are cuxustomed to be thrown into functional 
activity more or less simultaneously. Thus the processes of perception and 
conception, together with revival of linguistic sym^ls, are probably 
almost as inseparable in their localisation as they ar^in their nature and 
modes of occurrence, and their anatomical substrata must be supposed 
to occupy a very considerable extent of the cortex of both hemispheres. 

A final question now remains for consideration related to this other 
which we have just been considering. It is this—Where are we to look 
for the registration and revival of words in the cerebral cortex ? It may 
be said that this question has been already answered. And so it has 
tentatively and in a general sense. We have laid stress upon the exist¬ 
ence of four different kinds of memorial registration of words and the 
probable sites of such word-centres in the hemispheres. We have indi¬ 
cated also that the glosso- and the cheiro-ldnsesthetic centres constitute 
definite parts of the general kinsesthetic centres, and that the auditory 
and the visual w ord-centres probably also constitute more or less separate 
parts of the general auditory and visual centres. 

Something addition&l, however, may now be said concerning the sites 
of these word-centres which could not well have been said at an earlier 


period, and that is, that each of them is probably to be found partly on 
the confines of its percept centre and partly on that of. its related annexe. 
This supposition is made because some words (especially names of things, 
persons, and places) are in closest relation with sensory centres; whilst 
others, such as verbs, adjectives, prepositions, and other parts of speech 
constituting the framework of language, are in ^Joser relation with con¬ 
ceptual processes. These two modes of fiuictional activity are, as I have 
said, absolutely inseparable from one another, and therefore the several 
word-centres must be in most intimate relation both with the sensory 
centres and with their annexes. 


If the views above expressed be anything like an approximation to 
the truth, it may be judged how vain it would be to attempt to base our 
explanation of any of the differ.ent kinds of speech defect upon the supposed 
existence of some one separate centre for “ideation,” “conception,” or 
“naming” which is connected by means of commissures (long enough 
and separate enough to permit of isolated damage) with sensory centres 
on the one side and with motor centres on the OtW. , 

The two writers who have, in recent years, dwelt moat in their 
enumeration and classification of speech defects upon the supposed exist- 
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ence of a i^parate centre for concepts have been Lichtheim and Wernicke 
—the latter to a considerable extent following, though also developing, 
the of the former. Lichtheim’s memoir, published in 1884, and 

illustra^d by diagrams^in which he shows a centre for concepts altogether 
apart from the sensory centres, attracted great attention both in this 
country and abroad. , He described forms of speech defect which he 
attributed to lesions of the afferent and of the efferent fibres respectively 
in relation with such a centre Sor concepts—and in this he was followed 
by Weimcke, Yet when we seek Lichtheim's justification for thus 
postulating a centre altogether apart, and embodying this view in 
numerous diagrams, we actually find him saying (46) “ this has been done 
for simplicity s sal^, ’ and that he does not consider the function of con¬ 
ception “to be locaKsed in one spot of the brain, but rather to result 
from the combined action of the whole sensory sphere.” This statement 
seems to me to invalidate much of his o.xposition, 'and to make it almost 
impossible for him legitimately to suppose, as he does, that two of his 
types of speech defects are to be ex 2 }lained by the supposition of the 
existence of a lesion involving either the afferent or the efferent fibres 
pertaining to such a widely-diffiised centre. In addition there is the 
serious defect that his diagrams are at variance with his views on this 
important siibject. 


Classification of Spekch Defects 

From what has been said it Avill be seen that in the study of speech 
defects it is necessary to consider the effects of lesions in the following 
situations: (a) in the different kinds of word-centres; (i) in the different 
commissures by means of which these centres are connected with one 
another; (c) in the internuncial or pyramidal fibres connecting the 
two kincesthetic word-centres with their related motor-centres, in the bulb 
and in the cervical region of the spinal cord; and (d) in those motor- 
centres themselves which are concerned with the actual production of 
speech and writing. 

On the whole, howaver, it seems best to describe the defects in a 
somewhat different order. We shall begin, therefore, with the considera¬ 
tion of defects due to lesions in the motor-centres; then to lesions of the 
pyramidal fibres; and, lastly, to cortical lesions involving the different 
centres and the commissures by which they are united. Our subject 
mil consequently be dealt with under the following main divisions:— 

(A) Sub-coiriical lesions:—I. Lesions of motor-centres for speech 
and writing; II. Lesions of pyramidal fibres going to these centres. 
(B) Cortical lesions:—III. Lesions of the glosso- and cheiro-kinaesthetic 
centres; IV. Lesions of the auditory and the visual word*centres; 
V. Lesions of the commisliires between the word-centres. 



404 


SYSTEM OF MEDICINE 

o 


i Defectcs of Speech and Whiting due to Struotoral or 
Functional Degradation in Morcfii-CENTRBS 

Loss or extreme difficulty in «pee(^ due to strqptural disease in the 
bulbar speech-centres is now commonly known by the name_ ana/rthria. 
Id the different forms of this trouble we have to do with various grades 
of difficulty in utterance, while the power of communicating the thoughts 
by writing, as well as the mental power of the patient, may be unim¬ 
paired. It is, at all events, unnecessary that there should be any 
accompanying defects of this kind. Both spoken and written speech 
may also be comprehended as well as ever. ‘ 

There are two general diseases of the nervous system, namely, chorea 
and disseminated sclerosis, in which slight anarthric defects are commonly 
met with. And there are other localised diseases of the bulb in which 
structural lesions of a better known and of a grosser type exist, and where 
difficulties of utterance are more uniformly encountered. These diseases 
include the chronic affection known as glosso-labio-laryngeal paralysis, 
and the various acute affections comprised under the term “ acute bidbar 
disease.” 

It is quite unnecessary to dwell upon these different forms of difficult 
utterance or anarthric defect, because a reference to their several characters 
will be found under the description of these different diseases. 

Other speech defects of the anarthric type are due to functional 
perversions rather than to structural defects of the motor speech-centres. 
Of these there are three principal varieties, namely, (a) Bailing; (6) 
Stammering; and (c) Aphthongia. 

(а) Lolling is, as Kussmaul says (43), “ the term used to characterise the 
speech of children before they have learned to pronqunce their words so 
as to be intelligible to all persons.” It is therefore a defect due to a want 
of precision in the oral articulatory mechanism. In an ordinarily healthy 
child who is properly taught, and who shows an adequate amount of 
attention, this want of precision soon disappears j^but where the attention 
and training are defective it may linger long beyond the usual age. On 
the other hand, in those children whose brains and intelligence are defective 
this imperfect articulation may never wholly disappear. As a temporary 
defect, falling is met with in persons under different degrees of alcoholic 
intoxication. 

(б) Stammering is so important a defect that it is considered in a 
separate article [see page 448]. 

(c) Aphthongia is a very rare affection of which only a few instances 
have been recorded (Fleury, Panthel, Ball). According to Floury (34), who 
first namhd and described tbe condition, its moat prominent feature seems 
to consist of “ cramps in the territory of distribution of the hypoglossi, 
which set in whenever an attempt to speak is made, and render articulate 
expression impossible.” The condition has mostly shown itself after great 
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mental excitement, and this on one occasion was due to an operation for 
excision of the tonsils. The spasm is sometimes limited to the intrinsic 
muscles of the tongue, though in Panthel’s case the extrinsic muscles in 
the neck connected Tirith the larynx ■were also involved. In Ball’s case (1), 
when the patient attempted to speak there was a spasmodic contraction* 
of the muscles of the tongue, causing the organ to assume a dome-liko 
shape and to be closely applied to the roof of the palate. 

A very few words will sufcce for all that need be said concerning 
defects in writing due to structural or functional degradation of the motor- 
centres in the spinal cord upon which such acts depend. 

It is obvious that structural disease involving the motor-centres in 
the spinal cord concerned with the act of ^vriting Avill lead, through different 
degrees of paralysis of the hand and arm, to defects in this power com¬ 
parable with different degrees of anarthria caused by lesions in the bulbfir 
motor-centres. Disease of the peripheral nerves leading from the spinal 
centres would produce very similar disabilities in regard to writing—they 
are, in fact, sufficiently common in cases of peripheral neuritis—though 
well-marked defects of speech caused by disease of peripheral nerves is 
much less common. 

Again, in writer’s cramp we h%ve a spasmodic and disordered action 
of the muscles concerned in writing, due probably to a functionally 
perverted activity of these spinal motor centres, leading to disabilities in 
connection with the act of writing which are very analogous to stammering 
and aphthongia as speech defects. 


II. Defkcts of Speech and Writing dub to Structural or 
Functional Degradation of Pyramidal Fibres 

The fibres to wMch reference is now to be made are those in relation 
with speech that issue from the third frontal convolution and pass through 
the internal capsule to the bulbar speech-centres; while in the case of 
writing they are those that issue from the foot of the second frontal 
convolution (or thereabouts), and which similarly pass down in the 
pyramidal tract to certain motor-centres in the right side of the cerviwil 
enlargement of the spinal cord. To such fibres, connecting sensory with 
motor centres, I am accustomed to apply the term “ internuncial,” in 
order to distinguish them from “ commissural" fibres, which connect 
either two sensory or two motor centres Math one another. 

The speech defects belonging to this category I have for some years 
past thought it best to group under the term apliemia. They vary very 
much in degree in different cases—that is, from mere “thickness” or 
indistinctness of articulation (incomplete aphemia) to actual loss^f speech 
or dumbness (complete apliemia). , 

The cases* of incomplete aphemia cannot, so far as the mere form of 
the speech defect is concerned, be strictly differentiated clinically from 
forms of anarthria of similar severity. The distinction between aphemia 
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and anarthria must, therefore, depend upon the nature of the collateral 
associated conditions. One of the most important distinctions is the fact 
that the impaired utterance in bulbar disease is n},uch more apt than in 
that due to damage to pyramidal fibres (except where this damage is 
situated in the pons Varolii) to be associated with more or less difficulty 
of deglutition, and also with more severe paralysis ‘of the sixth, seventh, 
eighth, or twelfth cranial nerves. There is also, in the speech defects due 
to bulbar lesions, a much greater tendency to the existence of some 
amount of bilateral paralysis of limbs and trunk muscles. 

It is, however, useful to keep up a difference in name founded upon 
the difference in the site of the lesion in the two cases. This course will 
contribute to clearness in the classification of speech defecte. 

In all the cases of aphemia, whether slight or severe, the essential 
characters of the speech defect are, as I have said, just like those of 
anarthria—that is, there may be no trace of mental impairment; where 
the right hand does not chance to l>e paralysed the patient’s power of 
expressing his thoughts by writing is in no way diminished; and ho is 
perfectly able to ixnderstand both spoken and written speech. 

So far as wo know at present, the internuncial fibres with which we 
are now concerned pass downwards op each side through the “ internal 
capsule ” in the situation of the gem.ii, forming a slender band named by 
Brissaud the “ geniculate fasciculus,” ^ which descends in the foot of the 
peduncle, between the inteimal and the middle third of this body, on its 
way to the nuclei in the bulb that are concerned with the movements of 
the lips, tongue, soft palate, and larynx in the production of articulate 
speech. 

Similar amounts of damage to these fibres alone ought always to 
produce similar degrees of aphemia, in whatever part of their course the 
damage may occur. The varying degrees of aphemia met with in different 
cases will depend, therefore, upon the extent to which the functions of 
the fibres (all or some) arc interfered with in some part of their course. 

Aphemia is clearly not a sensory defect—it is not a form of amnesia 
—^because the subjects of it can revive words in all possible modes, and 
are, therefore, able to think and express their thoughts with an un¬ 
impaired freedom by writing. If the aphemia be in any way incomplete, 
moreover, such a case can be easily discriminated from a case of aphasia 
by the fact that the aphemic patient will always at once make an attempt, 
when bidden, to pronounce some simple word or syllable-(however poor 
the attempt may be), while the typical aphasic patient is unable to make 
any such attempt—he will not try even to repeat the simplest vowel 
sound. 

The reason of this important distinction seems to me to lie entirely 
in the sifuation of the lesion in the two cases. In aphasia, one of the 
most important word-centres for the expressi<& of thought is afftoted j 
whilst in aphemia, as I understand it, all the centres in which the memory 

^ And by Ktres “le faisceau pidiculo-frontal inferienr”—which seems altogether too 
unwieldy a nomenclature. 
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of words can be revived are intact, the damage occurs beyond these, and 
there is consequently nothing to interfere with the flow of thought and, 
in incomplete cases, nothing whatever to prevent attempts at articulation 
being made, just as similar attempts can always be made by patients 
suflering from disease which involves the bulbar articulatory centres. 

Then, again, tha degree of severity of the aphemia that would be 
occasioned by a given amount of damage to these fibres when it occurs 
in the right hemisphere of the brain is altogether less than that which 
“would be produced by a similar lesion in the left hemisphere, so long as 
the person is right-handed. This is now fully recognised, and the reason 
for it was thus clearly stated by Kussmaul (44):—“ The familiar fact that 
centro-hemispherf^ hemiplegia of the right side is often associated with 
defects of articulatlbn, frequently amounting to total loss of speech, which 
are at once more lasting and more severe than the slighter and more 
transient dysarthries occurring with left hemiplegia, proves that the main 
current of the centrifugal impulses of speech passes downwards through 
the left cerebral hemisphere. But since dysarthric troubles—though 
usually of a trifling kind—arc noticed, as a rule, in connection with left 
hemiplegia likewise, we must conclude that, beside the main current 
just referred to, a weaker accessory current is transmitted through the 
right hemisphere.” 

By the “weaker accessory current” of centrifugal impulses above 
referred to by Kussmaul as passing down through the right hemisphere, 
he meant the impulses that are transmitted from the right third frontal 
convolution through internuncial fibres on that side; and this view must 
not be confounded with that of Lichtheim, who assumes (in my opinion, 
on no adequate grounds) that the geniculate fasciculus from the foot of 
the third left frontal bifurcates rather high up, and sends a small con¬ 
tingent of its fibres by way of the corpus callosum to the opposite hemi¬ 
sphere, there to pass down in the right internal capsule (47a). He makes 
this supposition with the view of accounting for the more complete cases of 
aphemia (what he calls “ subcortical aphasia ”) mostly found to be duo to 
lesions situated in the white matter, not far below the cortex, in the 
region of the third frontal convolution. 

It seems, however, quite unnecessary to make such an assumption, 
because these cases of complete aphemia due to subcortical lesions may 
be even better explained by supposing that wo have to do with destruction, 
not only of the whole of the geniculate fasciculus, but also of the first 
part of the commissiual fibres which pass from the left to the right 
third frontal convolution. It seems pretty clear that a lesion of these 
two sets of fibres would produce complete aphemia or dumbness. Two 
typical cases with lesions in this situation, in which there was complete 
mutism in one and almost complete mutism in another, whilst ability to 
write freely was preserved in Iwth, have been recorded by D^jerine (25). 

It woul(} seem, however, that in some elderly persons an almost 
similarly complete aphemic condition may be produced by a lesion of the 
left geniculate fasciculus at some distance from the third frontal con- 
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volution—that is, close to the corpus striatum. Two such cases have been 
recorded by Pitres (68), and one by Oulmont. It looks as if in these 
cases, having regard to the sites of the lesions, the commissural fibres 
between the two third frontal convolutions could not have been involved, 
4 ind that the complete aphemia must have been produced by the de¬ 
struction of the left geniculate fasciculus alone. . 

Numbers of cases of lesions in the course of this loft geniculate fasciculus 
will be found recorded as cases of “ aphasia,^’ or, in more modem language, 
as cases of “ motor aphasia.” Several of them are referred to by Pitres 
and Boyer, and others have been more recently cited by Ross, but very 
few of them afford any conclusive evidence. Some are doubtful cases, 
where there has been more than one lesion j others ^e cases in which 
the lesion was too extensive to be at all conclusive; Whilst others, again, 
.are cases in which the clinical details are too defective to enable iis to 
speak positively as to the nature of the speech defect. 

In cases of incomplete aphemia the patient’s utterance (so far as it 
goes) is consistently and uniformly bad. In an aphasic patient, on the 
other hand, in whom the third left frontal is destroyed, there is often the 
constant distinct articulation of certain words or phrases (“recurring 
utterances”), the production of which is commonly attributed to the 
activity of the right hemisphere. Why then, it may be said, does the 
right hemisphere not similarly come into play in bad cases of aphemia ? 
The only reply I can make to this is to suggest that when Broca’s region 
is uninjured, and the speech stimulus is able to pass therefrom through 
a varying length of its own internuncial path without much obstruction, 
the right hemisphere is not called upon, and the speech stimulus con¬ 
tinues to be sent along 'the old obstructed or blocked path. But when 
Broca’s centre is destroyed, any speech that can be produced must result 
from calls upon the right hemisphere, and for long can only be such 
familiar and well-worn utterances as “ yes ” and “ no,” or common occa¬ 
sional expressions such as “ nurse,” “ oh dear,” etc. 

In regard to the duration of aphemic -defects this will depend upon 
two or three conditions. Much, for instance, will depend upon whether 
the fibres of the geniculate fasciculus are actually destroyed or only 
temporarily disabled. When they are only pressed upon by extravasated 
blood or an abscess, the subsequent partial absorption of the clot or the 
opening of the abscess may relieve the fibres from pressure, and so 
diminish the aphemia, while no such speedy disappearance of the speech 
trouble would be possible if these fibres were actually tom across. In 
these latter cases, however, there is still the possibility of the right hemi¬ 
sphere after a time taking on compensatory functions in the manner first 
suggested by Broadbent, that is, through incitations passing across by 
fibres of the corpus callosum from the left to the right third frontal con¬ 
volution, and thence through the originally smUQer right geniculate fas¬ 
ciculus to the'motor-centres in the bulb. There are difiSculti^^ in the way 
of such a process, though it does seem to occur occasiomdly. A good 
example of this would appear to be furnished by a case published by 
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D^jerine (27), and also in toother recorded by Pitres (69). In other cases, 
however, even where the damage to the left side of the brain has occurred 
in early life, so that the chance of the establishment of such a compenssitory 
activity on the part of the right hemisphere might be regarded as 
greatest, no recovery of speech has taken place. 

It is, of course, .self-evident that if these intemuncial fibres are 
damaged on both sides of the brain, there must necessarily bo incomplete 
or complete aphenua, according to the degi’ee of completeness of their 
destruction. In such a case, moreover, with severe bilateral lesions, 
recovery would be impossible. The clinical characteristics of this con¬ 
dition very closely resemble that produced by simultaneous lesions of 
the left together ^th the right third frontal convolutions, and they have 
been grouped together under the name of “pseudo-bulbar paralysis,” 
because of their resemblance to the group of symptoms commonly met 
with where disease actually invades the bulb. A typical example of the 
double cortical lesion has been recorded by Barlow. In other cases a 
lesion of the centre has been met with on one side and of the inter- 
iiuncial fibres on the other. 

All these cases are distinguished from those of real bulbar paralysis 
from the fact that there is a history of two separate attacks, and that it 
was after the second of these that the paralysis of the lips, tongue, and 
pharynx occurred. Then, in addition, in pseudo-bulbar paralysis there is 
no wasting of the tongue or alteration in its electrical excitability, and 
there is also no loss of the palatal or pharyngeal reflex. Still, in many 
cases, especially where the previous history is difficult to obtain, it may 
not be easy to arrive at .a positive diagnosis between those two 
conditions. * 

No isolated defect of wnting corresponding with aphemia as a speech 
defect seems to exist in a recognisable form. This is due to the fact that 
a lesion involving the intemuncial fibres between the cheiro-kinaesthetic 
centres and the motor-centres in the cervical region of the cord, in any 
part of their extent, would almost certainly cause paralysis of the hand 
also for movements other than those concerned with writing. Thus the 
mere agraphic defect WQuld be merged in and concealed by a wider form 
of paralysis. The reason why this same kind of result does not occur in 
the aphemic class of cases is because here, even though the intemuncial 
channels may be blocked in the left hemisphere, by moans of which the 
specially combined movements needed for articulate speech are calle<l 
into play, the right hemisphere is still capable of calling into action the 
bilateral bulbar nuclei concerned with other less specialised movements of 
lips, tongue, and palate; consequently, it is only the articulatoty move¬ 
ments of these organs that are paralysed in a case of aphemia. The 
special paralysis of speech is not merg^ in a wider defect simply because, 
for the actuation of movAnents other than those of speech, the bilateral 
motor-centrestof the meduUa may still be called into play* by the un¬ 
damaged right hemisphere. 
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m Defects of Speech and Writing duetto Disabilities in 
THE Glosso-kin^sthetic a^d Cheiro-kinjESthetic Centres 

It will be best first of all to consider the effect® of ordinary lesions in 
these centres. We shall thus be the -better able subsequently to consider 
the effects of mere functional disabilities'and transitory disturbances of 
these centres brought about by a great variety of causes, and which 
consequently are by no means uncommon. 

Defects due to grross lesions.—These kinsesthetic centres are, as I 
have already observed, concerned more with the exj^ression of thought 
than with the thinking process. Their activity is in the main roused as 
thought is about to translate itself into action. Although with lesions 
limited to these regions the power of thinking may not be very greatly 
interfered with, still it is nearly always interfered with to some extent, 
so that patients having such lesions do not usually exhibit anything like 
the same amount of mental clearness as that shown by patients suffering 
from aphemia. 

The fact that speech and writing are so frequently involved together 
in cases of aphasia is due partly to the proximity of the glosso- and the 
cheiro-kinsesthetic centres, and perhaps not less to the proximity of the 
two sets of commissural fibres connecting these centres with the auditory 
and the visual word-centres respectively. Simultaneous damage to these 
commissures may in fact be a cause of typical cases of aphasia with 
agraphia, not distinguishable in their clinical characteristics from the 
results of combined disease of the centres themselves. 

Some of the earlier observers of aphasic cases, such as Trousseau, 
Hughlings Jackson (39), and Gairdner, seemed to consider that the 
inability to write was as much a result of a lesion ki Broca’s region as 
inability to speak, and contended that there was almost always a parity 
between these defects. This, however, is not borne out by an examination 
of recorded cases, as I have endeavoured to show in my second Lumleian 
lecture (6). r 

One of the first to dwell upon the marked inequality that may be met 
with between these two disabilities was W. Ogle, to whom we owe the 
introduction of the term “ agraphia.” This latter kind of defect is much 
leas noticeable than the former, because the patient is also often more or 
less paralysed in the right hand and arm. In such cases attempts at 
writing woiUd only be possible, if at all, where the right side of the 
brain and the left hand have been more or less educated, and frequently 
no serious efforts have been made in this direction. 

Thoxxgh aphasic patients are unable to give voluntary and pre¬ 
considered expression to their thoughts, words, *br even short phrases and 
oaths, may dbcasionaJly be uttered under the influence of st^ng emotion. 
We often find these patients able to make use of short familiar words like 
“ yes ” or “no” in response to questions addressed to them, though they may 
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be often inappropriately employed. The articulation of such words, or 
“ recurring utterances ” as they are now commonly termed, is generally 
supposed to be brought about through the intervention of the compara¬ 
tively uneduMted right third frontal convolution. As Hughlings Jackson 
originally pointy out, such a patient is quite unable to repeat one o^ 
these words which he is continually bringing out, or, indeed, any other 
simple vowel sound when he is asked to do so. He cannot utter it, that 
is, in a purely voluntary manfter, in response to a request or command. 

■ Another interesting peculiarity is also often seen when resident foreigners 
become aphasic. During recovery it is found that they are at first only 
able to express themselves in that language in which they are most 
thoroughly verse^—namely, in their own native tongue. 1 have seen 
this in several patients. Two were Germans who had been long resident 
in this country; yet, after an attack of right hemiplegia and aphasia, 
each of them was for a long time unable to utter a word of English. 
When they began to spejik they used German words only; and .after 
they had further recovered, if occasionally in want of a wonl while 
speaking English, it was always a German equivalent that first presented 
itself. 

There are many instances on record in u'hich, though the aphitsic con¬ 
dition itself has been complete and associated with more or loss agraphia, 
the mental powers of the patients have been fairly well preserved. Many 
of such individuals have been able to rctul intelligently to themselves, 
and play games, like draughts or cribbiigc, perhaps better than their 
neighbours. 

The views of Trousseau and others before referred to, who m.aiutained 
that agraphia as well as aphasia is a consequence*of destruction of Broca’s 
region, have of lato years been adopted by Wernicke, Dcjcrine, Wyllie, 
and Miralli^. They go farther still in attaching an overweening import¬ 
ance to this centra They maintain that destruction of this region causes, 
in addition to agraphia, an interference with silent thought by hindering 
the revival of auditory word images, and that it also leads to alexia. 
Wernicke, Dejerine, and Miralli«5 even disbelieve in the existence of any 
cortical centre having the same relation to writing movements that 
Broca’s centre has to. speech movements. These various points require 
some separate consideration. 

(i.) Does destructimi of Broca’s region nhme entail verhd amnesm ?—To 
this question I am decidedly inclined to give a negative answer, relying 
upon the reasons previously given to show that words are primarily 
revived in the auditory word-centre rather than in Broca’s centre, and 
upon the evidence of actual cases to show that where the lesion is limitefi 
to this region there is no sympathetic disturbance of the auditory centre 
sufficient to cause amnesia verbalis after the first shock that may arise 
from the lesion has subAded. Cases recorded by Guido Btinti, Dickinson, 
Wadham, aijd others (see second Lumleian lecture) fully ’bear out this 
view, seeing that the ability of such patients to write freely showed 
clearly that they could recall words. Exceptions to this rule may occa- 
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Bionally be met with ; that is, it may happen that the severance of Broca’s 
centre from the auditory and the visual word-centres may greatly impair 
the functional readiness of these latter centres, an^ so hinder the spon¬ 
taneous revival of the auditory Und the visual images of words. This, 
however, I believe to be the exception rather than the rule. 

(ii.) Does destruction of Breeds region entail cdtiial —In reading, a 
proper comprehension of the meaning of the text requires, as I believe, 
a conjoint revival of the words in the visdal and in the auditory word- 
centres, but that for this mere comprehension it is not necessary for the' 
stimulus to pass on to Broca’s centre as it must do in reading aloud. 

It may, however, be freely admitted that if the way is open, and this 
latter centre is in a healthy condition, it does commoiijy receive in read¬ 
ing to oneself a slight stimulus from the auditory Vord-centre, a fact 
which is often enough shown by the occurrence of involuntary, half- 
whispered mutterings when reading. It may also be admitted that the 
rousing of all three centres does give assistance in the comprehension of 
anything difficult, as is shown by the common practice of reading aloud 
any passage the moaning of which may be at all obscure. By this 
proceeding aid is obtained, however, not alone by the full rousing of the 
glosso-kin®sthctic centre, as there is also the full activity of the auditory 
word-centre following upon the spoken words. This kind of aid is indeed 
commonly needed, as Wernicke pointed out, by an uneducated person for 
the full comprehension of almost all that he reads. Therefore it may 
easily happen when such a person becomes aphasic from destruction of 
Broca’s region that alexia may go with the aphasia. Similar aid may be 
necessary in cases in which there is functional weakness of the visual 
word-centre. It would* seem, Jiowevcr, that in some persons the com¬ 
prehension of writing or printing does not even require the associated 
activity of the auditory word-centre, so long as the visual word-centre is 
in a healthy condition and its other associational fibres are intact. This 
is proved by the fact that in a case recorded by Wernicke and Fried- 
lander, in which there was aphasia associated with word-deafness (due to 
a lesion in Broca’s region and also in the upper temporal convolution), 
the patient was able to read well and even to write. There is also a 
valuable case of word-deafness (with lesions in both upper temporal con¬ 
volutions) recorded by Mills, and to be referred to farther on, in which 
the patient was able to understand what she read; and a still more 
remarkable case recorded by Pick, with very similar lesions, in which, 
although the patient was word-deaf, he could write and comprehend 
perfectly what he read. 

Many of the cases in which there has been alexia coexisting with 
aphasia are, I think, instances where there have been rather wide lesions, 
extending far beyond the third frontal convolution and involving also the 
visual wora-centre. Some of them may be cakes in which there was 
originally word-deafness as well as word-blindness, but where the former 
has disappeared early—which Lichtheim contends to be customary. I 
have shown, moreover, that in some of the cases in which alexia coexists 
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with aphasia, hemiansesthesia is also present. This fact would tend to 
prove that in such cases we have either to do with a wide lesion extend¬ 
ing from the third frontal convolution back to the posterior part of the 
internal capsule, or elsfe with a separate |esion in this situation—that is, 
in a brain region contiguous to the visual word-centre, which might 
therefore itself have been involved. * 

(in.) Ib it right to deny the existence of a special centre for the registration 
and relation of writing movements 7 —The case in regard to writing seems 
•to me to bo almost exactly comparable with that of speaking, and indeed 
of all other habitual voluntary movements, whether complex or simple. 
Each set of movements must be associated with a set of ingoing impres¬ 
sions (kinsesthetie) which are registered in different portions of the 
Kolandic area of tJhs cortex. This must bo as inevitably true for writing 
movements as for speech movements j and just as re-excitation of Broca’s 
region under stimulation from the auditory word-centre is necessary for 
speech, so a' re-excitation of the centre in which the impressions generated 
by writing movements are registered is, under stimulation from the 
visual word-centre, needful for the production of writing movements. 

Yet both Wernicke and D6jerine say that the intervention of a 
special centre for writing movements is not necessary, on the ground 
that writing consists of a simple copying of the vdsual images stored up 
in the visual word-centres. But I maintain that the visual word-centre 
cannot act directly upon the motor-centres in the cord, and that the 
conjoint activity (for co-ordinating purposes) of a kinsesthetic centre is 
quite as essential in the case of writing movements, as is the activity of 
Broca’s region for the production of speech movements. 

Again, how can it possibly be alleged as a walid argument against 
the existence of a cheiro-kinaesthetic centre in a man accustomed to write 
with his right hand that this same man is able to write rudely on 
sand with his fojt, or that he can, after a fashion, write with his 
elbow, or with a pencil placed between bis teeth? Clearly, in these 
other crude modes of writing he would simply be dependent upon the 
activity of other parts of the general kinsesthetic centre. Such objections 
seem, therefore, to bo altogether futile. 

It is, however, altogether another question, and one which does seem 
open to discussion, whether the cortical centre in which the sensory 
impressions produced by writing movements are registered exists alto¬ 
gether apart, or whether its structural elements are inextricably mixed 
up with others pertaining to less special movements of the hand and 
arm. If there is a completely separate seat of registration, destruction 
of such a centre should produce loss of the power of writing, indepen¬ 
dently of paralysis of other less special movements of the limb. If 
otherwise, the loss of power of writing from damage to the cortical 
region in which its kinsesthetic impressions are registered wouW never be 
able to occur alone, but would always be merged in a ^noro general 
paralysis of *the limb, and it will be remembered that we came to the 
conclusion that this was the cause of the absence of agraphia as a 
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separate symptom resulting from damage to the pyramidal tract. In 
other words, no agraphia of this type would be recogmsable as 
such; it would not be looked for, because the coexisting paralysis 
of the hand and arm would nattpally be supposed to be, and would in 
fact be, a sufficient cause of the inability to write. On the \^ole it 
must, I think, be said that no actual proof has yet ,been pven that 
centre for writing movements is topographically distinct—in other words, 
that Exner’s or any other separate localisatjpn of such a centre has yet to 
be definitely proved. The evidence that I have previously referred to,, 
though it has been sufficient to discountenance the idea that destruction 
of Broca’s centre of itself gives rise to agraphia, has no pretence to be 
adequate for the localisation of a separate centre, and the cases that 
have hitherto been published in support of Exner’s kc&lisation are all of 
them open to very legitimate objections, as I have endeavoured to show 

elsewhere. . 

Then, again, one of the causes which led D^jerine to deny the very 
existence of a centre for writing movements seems to have been based 
upon the characteristics of two cases that were brought forward by 
Pitres, and which, upon the basis of his authority, have been often cited 
by others as affording some evidence of the coiTectness of Exner’s local¬ 
isation. They were cases in which the patients were unable to write 
spontaneously or from dictation, and yet were able to copy writing. If 
the centre is destroyed, says D^jerine, the possibility of executing any 
kind of writing should be abolished. That at first sight seems perfectly 
true; and it may be a valid criticism against Pitres for quotinjg any such 
cases as instances of “ motor agraphia.” But Dejerine and his followers 
have overlooked the possibility that Pitres may not have been quite 
correct in his interpretation of these cases.—-in which there was no 
necropsy. They have not recognised the fact that this particular com¬ 
bination of symptoms may be present without the existence of what is 
called “ sensory aphasia ” in any of its forms. It can be shown, however, 
that such a combination of symptoms may be easily explmned by a 
cutting across of the audito-visual commissure that transmits impressions 
from the auditory to the visual word-centre (Fig. 23, 6). This I believe, 
after careful study of his memoir, to be the explanation of the partial 
agraphic defects in the two well-known cases cited by Pitres, as examples 
of the effects produced by damage to th^ cortical centre for writing move¬ 
ments (60). It is obvious that damage to the commissure above mentioned 
would be capable of preventing the passage of stimuli from the auditory 
to the visual w'ord-centre such as would be necessary in writing spon¬ 
taneously or from dictation, whilst it would leave the power of copying 
writing intact so long as the visual word-centre, the conimissure connect¬ 
ing it with the writing centre, and this centre itself remained undamaged. 

The qtiestion, therefore, whether there ist, an altogether separate 
cheiro-kinsesthetic centre must be considered as still doubtful, and m 
there are no simple uncomplicated cases of agraphia, instances of this 
defect in association with aphasia to some minor extent can alone be 



APITASIA AND OTHER SPEECH DEFECTS 


referred to in illustration of damage to a possibly separate cheiro-kin- 
sesthetic centre, or from damage to the commissure connecting it with the 
visual word-centre. This is the class of cases that was originally reported 
by W. Ogle in his papir on “ Aphasia %nd Agraphia.” In these cases 
there is no association with word-blindness, and nothing to prevent the 
patient learning to write with his left hand. Two such cases have been 
recoixied by Broadbent (19), and one by Ogle. 

The way in which these f^rms of agiaphia are to be distinguished 
from the agraphia occurring under other conditions may l>est lie shown 
by the following table, in which are embodied conclusions the legitimacy 
of several of which will be subsequently shown :— 


Auraphia 


Complete 


Partial 


Uncomplicated. 


f 3 

Complicated with word-bliiiduess. ^ ' 

VNo spontaneous writing or fromK 
dictation, but can copy; no > ' 
word-deafness. ) 

I No, spontaneous writing, or from"! g 
dictation, but can copy ; word- [- 
deafness present. I 

re, 

I Can write spontaneonsly or from 
dictation, but cannot copy; 
word-bliudness present. 1 1 


Destruction of cheiro-kinmsthetic 
centre. 

Destruction of the visuo - kin- 
lesthetic coinmissuro. 

Destruction of the visual word- 
centre. 

Destruction of the audito-visual 
commissure. 

Destruction of the auditory word- 
centre. 

Destruction of the visual word- 
centi-e (iu some educated audi- 
tives). 

Isolation of the visual word-centre 
fron^all aiferent fibres. 


The supposition is that in the large majority of cases the various 
lesions that have been above referred to as causes of complete or partial 
agraphia will be in the left hemisphere in right-handed and in the right 
hemisphere in left-handed persons. Of these various forms, Nos. 1, 2, 
and 7 should occur in all individuals alike, in association with the lesions 
named ; but Nos. 3 and 6 are two degrees of agraphia that may bo met 
with in association witli word-blindness, according .is the individuals in 
whom the lesions specified occur are “ visuals,” or strong “ auditives ” 
much accustomed to write. On the other hand. Nos. 4 and 5 are two 
cases in which .the same degree of agraphia may be met with, but differ¬ 
ing by the absence of word-deafness in the one case and its presence in 
the other. I say may be, because such symptoms might not occur in a 
strong visual It will be observed also that each of the partial forms of 
agraphia except the first is associated either with word-deafness or with 
word-blindness. 

Defects due to fli«ctional disabilities and transitory* disturb¬ 
ances. —In association with very rarious seta of conditions aphasia occurs 
not infrequeiftly as a temporary disability, and sometimes with a marked 
tendency to recurrence, where the brief duration and the complete 



sysreM ^ 

CMOvny make it improbable that it fcan ^ve been due to any grosn 
leiion. 

. ^ What the proximate causative conditions have been in these different 
Mts of cases it is mostly impossible definitely to lay. Instead of soften¬ 
ings of brain tissue, haemorrhages, abscesses, new growths, or traumatisms 
of the brain as causes of the loss of speech, we ^can only, in order to 
account for the defects of which we are now about to speak, appeal 
to ischaemia from irritative congestion, ^mporaty thromboses, minute 
embolisms, or spasms of vessels, affecting the posterior part of the thirds 
or the third and second frontal convolutions; in other cases to a variously 
brought about “ inhibition,” or other little understood cause leading to 
degradation of function in the same parts. Whatever* the precise cause 
of the disability happens to be, this may, as with functional paralysis of 
limbs, persist for variable periods (hours, days, months, or oven two or 
more years), and yet permit ultimately of a perfect restoration of function 
more or less rapidly brought about. 

In these cases we have to suppose that from one or other of the 
causes above referred to, the molecular mobility of the glosso-kinaesthetic 
centre is so reduced, that it is unable to send down to the bulbar speech- 
centres incitations strong enough to call them into activity. 

The principal causative or associated conditions may now be referred 
to in succession. 

(а) Irntative congestion or thrombom, following upon excessive literary work 

or business worry, or as a result of exposure to cold. —Trousseau (70) has 
recorded several interesting cases of this type, and one has also been 
published by Scoresby-Jackson. In several of these cases agraphia 
as well as aphasia hac been present, and during recovery the patients 
have for a time been amnesic or paraphasic—so that the disability may 
have extended to the visual and the auditory word-centres, and not been 
confined to Broca’s region. ^ 

(б) Minute embolisms. —Nothnagel (53) has called attention to cases of 
this kind in which patients suffering from valvular heart disease were 
suddenly attacked with aphasia unattended by other symptom^ the loss 
of speech disappearing in the course of one or two days. 

(c) Spasms of vessels. —E. O. Daly has reconied a remarkable case 

in which “ recurring attacks of transient aphasia and right hemiplegia,” 
the duration of which varied from three minutes up to three hours, 
occurred in an elderly gentleman. These attacks were supposed to be 
due to spasms of vessels brought about under the influence of gouty and 
ureemic poisons in the blood. Brissaud also refers to a case of 
recurrent aphasia with i-ight hemiplegia, which showed itself in a woman 
suffering from grave heart failure. At each relapse of the cardiac 
asystole there was a corresponding return of the paralysis in the right 
limbs widl transitory aphasia. t 

(d) Narcotic and other poisons introduced from loithout. —Many cases are 
on record in which poisoning by stramonium, belladonna, cannabis indica, 
tobacco, and opium have, among other symptoms, given risen to tern- 
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porary aphasia, and sometimes to verbal amnesia. Iteferences to cases 
of this hind, and also as to aphasia produced by snake-poison, will be 
found in Bateman’s wojrk (14). Aphasia has also been met with as one 
of the various nervous symptoms that may be produced by lead. 

(s) Poisons engendered within the system .—Under this head may be ’ 
included a very miscellaneous group of cases in which aphasia occurs as 
a temporary symptom in the course of certain specific fevers (especially 
typhoid, but more rarely in tyfihus, small-pox, measles, and yellow fever), 
in the puerperal state, in diabetes, Bright’s disease, and gout. 

In these different cases of poisoning (whether of extrinsic or of 
intrinsic origin) the precise mode of production of the aphasia probably 
varies a good deaf, In some cases (i.) the altered quality of the blood 
may favour the occurrence of small and perhaps temporary thromboses in 
the vessels o( the cortical centres at fault; in others (ii.) the poisons 
circulating in the blood may lead to contractions of the small arterioles, 
thus temporarily cutting off more or less completely the blood-supply 
of these same cortical centres; while in other cases it may be due (iii.) 
to the direct action of the various poisons upon the nerve elements of the 
cortical centres affected. 

In other classes of temporary aphasia about to be referred to, the 
actual mode of pathogenesis would seem to be no less obscure; though 
in some of them it would be commonly said to be due to “ exhaustion ” 
of nerve elements following upon epileptiform discharges; or else, in still 
other cases, to an even more mysterious process known as “ inhibition,” 
to which some are prone to appeal where explanation is difficult. 

(/) Before or after epileptiform convulsions .-—It is now a familiar fact 
that in cases of epileptiform convulsions of the Jacksonian type, when¬ 
ever the convulsion begins with twitching about the right side of the 
mouth (in right-handed persons), or with sensations and twitchings in 
the tongue, aphasia may precede and follow for a more or less brief 
period the occurrence of each of such fits. 

A temporary aphasia may also occur in the early stages, or during 
the course of general paralysis of the insane, as an immediate sequence 
of one of the so-called «congestive attacks ” to which these patients are 
liable. 

In other cases, as we shall presently see, another form of speechless¬ 
ness, known as “ hysterical mutism,” is found to follow some attacks of 
convulsions of a hysterical type. 

(y) In association with insanity, catalepsy, and ecstasy .—A condition of 
mutism is not at all uncommon in patients suffering from chronic 
dementia or melancholia. It is often a lack of will to speak (sometimes 
under the influence of hallucinations or delusions) which leads to mutism 
extending, it may be, over a long series of years (64). In ^talepsy 
and ecstasy the speechleftness is probably due to a mere s^pension of 
volition. In *11 these cases, therefore, we have to do with Ahat may be 
best termed “ pseudo-mutism.” 

(A) From fright and other powetful emotions .—Many cases both of 
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aphasia and of mutism have been recorded as resulting from these causes. 
In the case of an accident it often happens that the importance of the 
mental shock and its consequences far transcends the mere physical 
injury. 

(t) Rejlex irritation in association with neuralgia, intestinal worms, etc .— 
Bateman refers to three cases in which temporary loss of speech occurred 
in association with facial neuralgia, and also to three other cases where 
the presence of worms in the intestine waff associated with loss of speech 
which disappeared more or less quickly after their expulsion (l^;i 

{j) By hypnotic suggestion. —^Charcot and others have beeii able to 
produce typicid “hysterical mutism” in some hysterical patients who 
proved capable of being hypnotised. The mutism thqs obtained during 
the somnambulistic period was found to persist in the* waking state, unless 
proper steps were taken to terminate it (21). 

(A) Hysteria. —^The cases of temporary speechlessness that occur in 
hysteria Wong almost solely to the type just referred to—that of 
“ hysterical mutism” These cases are now commonly known by that 
name, though they were formerly included with others under the more 
general designation of “ functional aphasia.” The former name was first 
given by Itevilliod of Geneva; the condition was subsequently made 
widely Imown by Charcot; whilst valuable series of cases have since been 
recorded by Cartez, Bock, and Nattier. 

The view taken by Liouville and Debove to the effect that “ hysteri¬ 
cal mutism ” is only a rarer and more aggravated form of a condition 
which is familiar enough as “ hysterical aphonia ” has more recently been 
enforced by Wyllie. This doctrine was also adopted by Charcot, who 
showed that there ar4 many features common to the two conditions. 
Thus they occur in the same type of patients; they are produced by 
similar exciting causes, and are not infrequently found to alternate with 
one another in the same patient. Mutism is clearly the more severe con¬ 
dition of the two, as in it there is an absence of the power of whispering 
as well as of speaking aloud. 

The leading pecidiarities of hysterical mutism are these. Its onset is 
generally sudden, often after a ^ght or some strong emotional disturb¬ 
ance. Sometimes it follows a hysterical seizure, with or without paralysis 
of limbs. At other times it occurs without assignable cause, or it may 
be induced, as already stated, in some hypnotised persons by suggestion. 
The subjects of this disability are completely mute, presenting in this 
respect a notable contrast to ordinary aphasics, since they make use of 
no “recurring utterances” or articulate sounds of any Und. The in¬ 
tellect seems unimpaired, and they are able freely to express their 
thoughts in writing. Though the common movements of the lips, 
tongue, ^nd palate are preserved, these parts are unable to act in the 
particidar combinations needful for speech movhments, and in association 
with the other combinations of musWar action pertaining to the vocal 
mechanism. Some of the muscles of the larynx are often found to be 
more or less paralysed, though the particidar muscles involved have 
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varied in different cases. There is frequently also more or less complete 
anaesthesia of the larynx and of the pharynx. 

Sometimes hysterical mutism occurs in association with many hysteri¬ 
cal stigmata, whUe at other times it may be almost the sole manifestation 
of this neurosis. Recovery may occur suddenly, perhaps after a fit or 
a recm^'ence of some ^strong emotion, or it may be more gradual under 
treatment ; and in some of the latter cases there may be a sort of stam¬ 
mering articulation for days, o^^ even weeks, before speech is completely 
restored. Several cases have been more or less rapidly cured by 
putting the patients under the influence of ether—during recovery from 
which they have begun to speak volubly. This occurred in one case 
recorded by Jacoby even where the dumbness had been in existence for 
five years (42). 1 

It is not uncommon for mutism of this type to recur in the same 
individual on two or three occasions. At times, however, the attacks 
recur again and again over a space of eighteen months or more; this was 
the case in a patient who, towards the close of such a period, came under 
my care in the National Hospital. Delasiauve also has recorded the case 
of a lady who for three years was, at each menstrual period, affected with 
mutism and partial paraplegia. A still more rema|rkable case has been 
recorded by Him (38), in which frequently recurring attacks of mutism 
were generally associated with deafness or blindness—one or both of 
these disabilities often ceasing after an attack of-hysterical convulsions. 

Much discussion has taken place as to the pathogenesis of “ hysterical 
mutism.” Charcot adopted the view of Marey that whispered speech is 
the product of the oral mechanism alone, and that the larynx takes no 
part in its production. He thought, therefore, thq,t aphonia was a result 
of a partial paralysis of the adductor muscles of the larynx; and that 
hysterical mutism was due to a lack of ability to execute the proper 
specialised movements necessary for the articulation of words—to a 
partial paralysis, in fact, of the oral mechanism. Wyllie, however, 
following Michael Foster, maintains (72) that the Larynx does take part 
in whispering, and that there can be no speech without the co-operation 
of both the oral and the laryngeal mechanisma He believes, therefore, 
that disabilities of either of these mechanisms, or, of course, of both of 
them together, may produce mutism, and refers to various cases in 
Nattier’s list in support of his opinion. 

The question as to the part of the nervous system that we are to 
suppose to be at fault in cases of hysterical mutism and of aphonia now 
remains to be considered. 

I formerly thought that these cases of mutism were instances of com¬ 
plete aphemia, dependent upon a functional defect in the outgoing fibres 
from the left third frontal gyrus (11)—because cases of subcortical defect, 
where there was no damjige to either of the word-centres, at that time 
seemed to me alone capable of producing the particular copibination of 
symptoms mA with in hysterical mutism. I dways recognised that it 
would have been more satisfactory if one could have supposed that in 
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hysterical mutism a region of the cortex itself was at fault. It is true 
that in some cases of complete aphemia due to subcortical organic lesions 
a mutism has been produced almost exactly similar to that met with in the 
hysterical cases. On the other hand, a case recorded by Guido Banti has 
convinced me that the symptoms may not be different even when an organic 
lesion exists in the posterior part of the third frontaljconvolution, sajiong as 
it is absolutely limited thereto and leaves the cheiro-hinsesthetic centre 
iminjured. This very important case shows that in some individuals (be¬ 
sides the preservation of ability to write) the destruction of Bi-oca’s region 
alone may not interfere with the general intelligence any more than does 
a lesion in the bulbar speech-centres, or one involving the internuncial 
fibres between them and the left third frontal gyrus.- But if such may 
be the case with regard to an organic lesion in Broca’s'" region, we may all 
the more readily admit that a similar absence of agraphia and a similar 
preservation of intelligence may result from a ftmctional disability affect¬ 
ing this region. We have seen that this, in fact, was Charcot’s explana¬ 
tion of the condition (22). He considered hysterical mutism to be an 
instance of pure motor aphasia, resulting from a functional disability in 
Broca’s convolution. This, however, is by no means an adequate explana¬ 
tion of the condition. 

We have seen that Charcot, too, sharply distinguished aphonia from 
hysterical mutism; while we have come to the conclusion that these are, 
in all probability, only different degrees of the same affection—since the 
oral and the vocal mechanisms are probably concerned in all speech, 
whether it be sonorous or whispered. Still we must suppose that the 
cortical speech centre in Broca’s region which I name the glosso-kinaesthetic 
is really composed of two parts—one of them being the centre for the oral 
mechanism, and the other, the centre for the vocal speech mechanism. 

At first it was thought from the experiments of Semon and Horsley 
upon dumb animals that the adductors of the laryqx were alone repre¬ 
sented in the cortex, and that in the anterior part of the foot of the 
ascending frontal ■, but Bisien Bussell has since ascertained that the 
adductors are also represented in a region slightly removed therefrom. 
He, however, confirms the statement of Semon and Horsley that there 
is a complete bilateral representation of the laryngeal movements in the 
cortex, so that destruction of the centre on one side will not produce 
paralysis of the muscles of the opposite side of the larynx, seeing that 
they can still be called into activity by the uninjimed centre in the 
opposite hemisphere. 

If a similar bilateral representation of the laryngeal movements con¬ 
cerned with speech exists in man,^ it would follow that to account for 
hysterical aphonia, characterised by paresis of the laryngeal adductors, 
we must suppose that the corresponding centres of both hemispheres 
have beeC simultaneously affected and degraded in functional activity. 

* This cannbt, however, with certainty he considered to follow firom thi fact that eaiwri- 
'inents )ipoif lower animals show that common movements of the larynx are bilaterally 
repre8ente4- 
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It has been shown, however, that hysterical mutism is intimately 
related to aphonia; and therefore mutism might be supposed, even for this 
reason alone, to be dup to a bilateral affection of the cortex. But we 
shall now see that there is another reason pointing in the same direction. 

ChMjcot’s explanation of hysterical mutism does not account in any 1 
way fOT the fundamental difference that exists Ijetween it and ordinary 
simple aphasia. The subject of the former affection is as we have seen 
absolutely mute, and has no ‘•recurring utterances ” of any kind. It is 
Commonly supposed that in ordinary aphasia due to a lesion in Broca’s 
convolution, the recurring utterances are brought about through the 
instrumentality of the right hemisphere. The same kind of thing would, 
therefore, doubtle^^ -occur in the functional affection if the left third 
frontal were alone iifvolved; but as, instead, there is absolute dumbness, 
we are, I think, bound to assume that in this disorder there must be a 
simultaneous affection of the posterior part of the right as well as of the 
left third frontal convolution. 

Thus the clinical differences between aphasia and hysterical mutism 
force us to the same kind of conclusion as to the pathogenesis of the 
latter affection as that to which we are also led by a consideration of the 
intimate relations existing between it and hysterical aphonia—it compels 
»XB to believe in the existence of a bilateral cortical disability in Broca’s 
region in each of these affections, though varying in intensity in the two 
cases. This explanation, I believe, has not hitherto been adduced for 
either of these affections. 

It will be observed that in this discussion I have not adopted or 
hitherto referred to the hypothesis of Wyllie as to the existence of certain 
subdivisions of what he calls Broca’s convolutifin. I say “what he 
calls Broca’s convolution,” because instead of limiting this region, as is 
customary, to the foot of the third frontal convolution, Wyllie seeks to 
include under it als* the foot of the ascending frontal and the foot of the 
ascending parietal convolutions (74). He suggests that in these two 
latter sites the “ executive cortical motor mechanisms ” concerned with 
speech are to be found—comprising a “centre for phonation,” and a 
“ centre for the oral acticulative mechanism ”; while in the foot of the 
third frontal are stored up the “ guiding psycho-motor images for spoken 
speech,” or, in other words, what I have termed “ glosso-kinaesthetic 
impressions.” These views iave been accepted and still further elaborated 
by Elder (32a), who also reports one ease which he thinks “ goes a long 
way to support the hypothesis of Wyllie.” 

Now, in regard to the impressions registered in the foot of the third 
frontal convolution, it would appear, as I have said, that Wyllie's “ Riding 
psycho-motor images ” correspond with what I term kinsesthetic impres¬ 
sions, and further that these impressions resulting from speech njpvements 
must partly correspond ■vWth impressions from the oral and partly from 
the vocal sub^Jivision of the speech mechanism. These, accdlding to my 
view, are the guiding sense-impressions which (in conjunction with 
auditory word-images) act directly upon, and are capable of evoking the 
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Snffier aofeiTitj of the bulbar-motor centres, therefore, do not believe 
in'iue existence of the “cortical ^xecative motor mechanismsfor speech, 
vUoh 'Wyllie and Elder assume to exist at the phases of the ascending 
frontal and parietal convolutions; and, further, I consider the reasoning 
which induced Wyllie to suppose that such centres might be thua.^tuated 
is of itself open to very grave criticism. * 

He seems to have l^n guided altogether too much by the results 
obtained by experimental physiologists ^Fenier, Semon, Horsley, and 
others) upon monkeys and dogs, and not to have kept distinctly in mind 
that the movements of the larynx resulting from stimulation of the cortex 
in these dumb animals could not have been such movements as were 
concerned with speech, though they might have beeiv the reproductions 
of much less specialised mdvements of the vocal cords (adduction and 
abduction) associated with respiratory acts; and again, that the move¬ 
ments of the lips and tongue similarly induced in these dumb animals 
could not afford any evidence as to the site of the “oral articulative 
mechanism,” although they would serve to determine the seat of registra¬ 
tion in such animals of the impressions resulting from the common move¬ 
ments of these parts concerned with biting, mastication, etc. 

The very fact, however, that such common movements are registered 
in these sites (if it may be considered to hold good for the human subject) 
would of itself lead us to look elsewhere for the registration in man of 
the highly specialised movements conqemed in speech—they might, for 
instance, be fotmd in the contiguous foot of the third frontal convolution. 
And as Wyllie himself admits (foe. cU. p. 301)—though in a rather 
hesitating way—the clinical evidence points to the importance of the 
foot of the third fronial, and not to the bases of the ascending frontal 
and parietal convolutions, as the region most concerned with the pro¬ 
duction of speech. It ought to be almost superfluous to enforce the 
point that it is upon clinical evidence alone that wer must rely, and not 
upon the “conclusions of the experimental physiologists” drawn from 
experiments upon dumb animals, for the localisation of speech-centres. 

An attentive study of the case above referred to that has been recorded 
by Elder, seems to me to show that the lesioup was an essentially sub¬ 
cortical one, and that all the defects in articulation met with could have 
been produced by damage to some of the, pyramidal fibres proceeding 
from the foot of the thi^ frontal convolution, even though the lesion 
also destroyed portions of the bases of the ascending frontal and parietal 
convolutions. 

No real evidence is therefore forthcoming in favour of the hypothesis 
of Wyllie; and that the distinction which I have dwelt upon between 
the common movements of the lips, tongue, and palate, and the common 
movements of the vocal cords, as contrast^ with the highly specialised 
combinations of movements of these parts concerned in speech is a per¬ 
fectly v^d*one, is shown by the bust that in hysterical mutism, though 
the latter movements are impossible, the common movements of the. lips, 
tongue,’ and palate are unaffected—^just as in aphonia the vocal cords can 
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be perfectly approximated during the act of coughiug, though they can¬ 
not be brought together as a component of the movements necessary for 
speech. 


IV. Dhfects of Speech and Writing dub to Disabilities in the 
AUDIT9RY AND THE Visual Word-centres ’ 

Since the publication in the year 1874 of an important memoir by 
, Wernicke entitled Der aphasische Symptomen-amplex, it has been the fashion 
to speak of the defects of speech due to lesions in the auditory and the visual 
woi^-centres as sensory aphasia,” in contradistinction to that produced by 
damage to Broca ’9 region, which, in accordance with then prevalent notions, 
was and has since4{pen very commonly spoken of as “ motor aphasia.” This 
mode of distingui s hing these defects, though it has a certain convenience 
and has been widely adopted, is not in accoi^nce with my views, as I hold 
the latter to be as much a sensory region of the brain as the former. It 
would, I believe, be much better if the term “ aphasia ” were restricted to 
the defects of speech produced by lesions in Broca’s region, and the term 
“ aphemia " to those dependent upon subcortical lesions in the course of 
the pyramidal fibres, leaving the speech defects produced by lesions of the 
convolutions around the posterior extremity of the Sylvian fissure to 1» 
grouped as so many varieties of “ amnesia.” Under this latter generic 
nninpi man y forms of spccch dcfoct would be included, due to defective 
recall of the auditory and the visual images of words, and produced 
either by lesions of the auditory and the visual word-centres themselves, 
or of the commissures by which they are united to one another and to 
corresponding centres in the opposite hemisphere. In all thrae cases 
there would be more or less interference with the recall of auditory and 
visual images of words. And whether we call the case one of sensory 
aphasia ” or of “ amnesia,” in each instance alike the precise degree and 
nature of the defdct or defects would have to be settled by a systeiMtic 
nirnTniTifttinn, SO as to determine whether we had to do with mere dimin¬ 
ished recollection of words, with complete loss of their auditoiy or 
visual images, or with other combinations of symptoms pointing either to 
partial isolation of th«se centres from one another, or to isolation from 
the general auditory or visual word-centres of which they form part. 

It is true that such a nomenclature involves a slight inconsistency, 
seeing that aphasia and agraphia are also, in accordance with my views, 
forms of amnesia due to the non-revival of gloss^kinmsthetic and cheircn 
kinsssthetic images respectively. But these kinassthetic imagM, as I 
play Only a smaU part in thinking processes, and neither of 
them is subject to independent conscious recall like the auditory and 
visual immres of words which constitute our habitual thoi^ht-countera. 
The inconsistency is, inpreover, much less than that which is^ntaiM by 
speaking of “motor ^hasia” and “sensory aphasia, as though t^ 
f^er belcJnged to a radicaUy different categoiy and 
upon the lesion of a motor-centre. The advantage would be great of 



tike term “aphaaia” to its ori^;inal dg^o^^n, iSid iwt includ¬ 
ing otiidar it various types of speMb defects wmoh-iWfe rndnafly dSerent 
in nature and produced by lenoiis in totally'-difiS^rent cerebral regions j 
this is especiaUy desirable when the objwtionable generic term “sensory 
aphana ” can be replaced by another having a very dmilar general con- 
mot^ion. 

The nature of word-deafness and word-blindness was clearly recognised 
by me in 1869 (12), and in 1874 Wemi^e determined the region of 
the brain at faidt in word-deafness as the hinder half of tho left upper 
temporal convolution, with perhaps a porticm of the hinder extrmnity of 
the middle temporal convolution. Wernicke was far from correct-, how¬ 
ever, in saying that the coqiplez of symptoms resulting from such a 
lesion was word-deafness, pi^pbasia, alexia, and a^phia. This view 
as po the symptomatology of the ledon was found^ upon too narrow 
a ]^s of observed cases with necropsies. A wider experience and 
knowledge necessitates its complete revision. 



Fio. 24.—Diagram allowing the approximate aites of tlie four word'CentreH In the left cerebral 

henuHphere. 

What Wernicke originally described as a single set of symptoms 
named “ sensory aphasia,” referred by him to a lesion of the posterior 
extremities of the upper and middle temporal convolutions, Kussmaul 
shortly afterwards broke up into two groups of d)rmptoms. Accoiding 
to Kussmaul, what he first termed “ word-deafness ” is the primary and 
essential result of destruction of the hinder extremities of the upper 
temporal convolutions •, while what he termed “ word-blindness ” holds a 
similar essential relationship to destruction of the angular and parts of 
the supramarginal gyri. This is the view now commonly held, and both 
varieties are spoken of as forms of “ sensory aphasia,” though Wernicke’s 
original doctrine as to the very complex results of a lesion in the audi¬ 
tory word-centre is held at the present day by D^jerine- as well as by 
Mir(i|ii4 (5Q). They both speak of word-deafness^ paraphasia, alexia, and 
agraphia as the results of such a lesion. 

It must be'admitted that the functional relations of the sfiiditory and 
the visual, word-centres are so intimate, and their sites so close to one 
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another, a Ja a icm vo cupying -the -oae is apt more or less to interfere 
with the fwefaons of the other for a longer or shorter period—the degree 
and duration of such interference varying with the nature and abruptness 
of the lendn, as well &s with the different endowments of individuals. 
Disturhwee to a very marked extent of the functions of the visual word- 
centxe te a tesdlt of a^le^oii in. the uppec \m.poTt& coMoVa^om ia, \i(sv}- 
ever, by no meai\a so universal as Wernicke’s and D4jerine’s statements 
as to the sympthmatology of.this lesion would imply. Thus, out of 
sixteen record^'-^cases of “sensory aphasia” in which the lesion was 
pretty closely linjhted to the hinder part of the first and more or less of 
the B«x)nd temporal convolutions, in only five of them is there any 
mention of Ae ei^tence of some amount of word-blindness.^ Doubtless 
had the patients bSen studied more minutely (after the manner practised 
by Thomas and ^!Roux), some minor amounts of word-blindness mi^t 
have been found in others j but that is not what Wernicke meant, and is 
not other than what might be expected if we look to the close functional 
and topographical relations of the two word-centres. 

It will rmbsequently be shown, moreover, that paraphasia is met with 
in only a little more than one-third of these cases, so that Wernicke’s 
“ Symptomen-complex ” does not prove to be at all in accordance with the 
data at present available, although his view's are still adhered to by 
D^jerine and Miralli4. 

It must, indeed, be admitted that the defects in the auditory and the 
visual word-centres giving rise to word-deafness and word-blindness re¬ 
spectively may occur separately or together, and in the latter case the 
defective action in the two centres may be unequally developed. Hence 
the very marked clinical variations that are met witih as a result of lesions 
in the convolutions surrounding the posterior extremity of the Sylvian 
fissure. 

Another cause o^ clinical variations, even with similar lesions, is per¬ 
haps to be found in the different degrees of education of the peiwons 
attacked, and their consequent greater or less facility in reading and 
writing. Still another cause of variability is to be found in the varying 
individual endowments of patients in regard to the relative activity of 
their different word-centres—in other words, according as the patients are 
* marked “ auditives ” or “ visuals ” respectively. Connate individual 
variations of this kind may give rise to notable clinical differences, even 
as results of similar lesiona 

All that can be done here, therefore, is to point out the most common 
combination of symptoms, dealing with the various parts of the subject 
in the following order.: (i.) defects resulting from abnormal conditions of 
the left auditory word-centre; (ii.) defects resulting from destruction of 
the auditory word-centres in each hemisphere; (iii.) defects resulting from 
destruction of the auditosy and the visual word-centres of each hemi¬ 
sphere ; (iv.) defects resulting from isolation of the left auditory word- 

_* In Bay second and third Lnnileian lectures particulars are given as to the cases upon 
which this and other following uumerica] statements are based. 
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(t.) defects resulting from abnormal conditions of tbe left visual 
«xH^-eentre; (vi) defects resulting from isolation of the left ^iial word- 
oentiw; and (vii.) defects resulting from combined Imions of the left 
j!M^jt (»7 and visual wordTcentres, together with* some remarks on the 
condition which has been nam^ “psychical blindness” or “object 
blindness.” 

1. Defects resulting from abnormal eonditions In the left auditory 
word-eentre. —Of ail the word-centres the integrity of the auditory is of 
the most importance, and the defects due to different degrees of fimctiondi 
disability therein are the most varied, because this is the centre in which 
in the great majority of individuals words are first revived during thought, 
whether this be silent or whether it constitutes the first stage in the pro¬ 
cesses of speaking or of writing. The effects of functional degradation 
oi^of partial damage to this centre may be considered first, and afterwards 
those resulting from its complete destruction. 

(a) Effects produced hy functional degradation or partied damage of the left 
auditory umd-centre. —In the slighter degrees of damage and functional 
degradation we have to do with the most typical forms of verbal amnesia, 
in which various words fail to be recalled as they are needed in ordinary 
speech. The term “ amnesia verbalis ” applies especially to this defect, 
and the objections that have been raised to it on the ground that loss of 
auditory images constitutes only one kind of verbal amnesia are of no 
practical value, because the two kinds of kineesthetic images are, as I 
maintain, not spontaneously revivable as primary thought-counters, and 
because it is only in rare cases that visual images of words are primarily 
revived. The term “ amnesia verbalis ” is therefore especially applicable 
to this particular functional disability of the auditory word-centre. 

This failure to recall words is always most marked with the names of 
persons, places, and things, these being the most specialised units of 
speech. The most familiar type of this defect is tj^at which occurs as a 
result of defective nutrition, either with advancing years or during con¬ 
valescence from prostrating diseases. Such persons are often noticed to 
halt in their speech, owing to their inability to recall some such words. 
Occasionally, however, a similar or more marked^ defect of the same order 
occurs as a result of some more or less distinct lesion of the brain. 

As Lichtheim points out, evidences of amnesia are “more easy to 
demonstrate when the patient is made to name objects than when he is 
engaged in ordinary talk; names which occur without effort in fluent 
speaking arrest him when he has to find them for objects or persons 
shown to him.” There is general agreement as to the fact that in 
amnesia words are lost in a tolerably definite order. First there are 
failures in the recall of proper names, then of other nouns; and only 
much more rarely of verbs, adjectives, and pronouns. Of this fact differ¬ 
ent explanations have been given, which cannofc be discussed here. 

In the slighter forms of amnesia the efforts of recollection of a person 
who is “at a loss for a word” tend also to call the visual word-centres 
into an incipient activity. Many persons, when they cannot “ get out ” 
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a word, are often able to recollect the initifd letter, and even 

seem tor know something as to its length, as they may be able to say t^t 
it oonfflista of about 8<j many letters—thus seeming to show an abortive 
revival in the visual word-centre. But the fact that this partial revival 
is not associated with full consciousness of the word and does not enabl<i 
it to be written, is one of considerable significance, because it seems to 
show how all-important in the majority of cases is the primary revival 
in the auditory centre, not ofcly for the accomplishment of speech, but 
'also for that of writing, the visual word-centre Iwing probably called into 
play in writing spontaneously as well as in writing from dictation through 
the intermediation of the auditory word-centre. 

It seems rea^nably certain that in the great majority of cases in 
reading aloud ther^ is first the excitation of the visual word-centre, then 
the passage through commissural fibres of stimuli to related portions of 
the auditory word-centre before the stimulus passes on to the glosso- 
kinffisthetic centre. This afibrds the explanation of another peculiarity 
in the of cases of which we have been speaking, as well as of others 
in which the amnesia has been even more profound. Many cases 
in fact, been recorded in which the patient’s speech has been so disorder^ 
that they could scarcely say more than three or four consecutive words, 
and could perhaps utter no nouns, in which when a book is placed before 
them they are capable of reading aloud almost correctly and with 
ordinary facility. I have seen three such cases. 

Several casesof this kind are recorded in my second Lumleian lectiuefT). 
They are, in my opinion, of great importance not only of Aemselves, but 
because of the simple explanation that may be given of them, in opposi¬ 
tion to the theoretical view of Lichtheim, who exjilains them by supimsing 
the existence of a lesion of the commissure between his imapnary con¬ 
cept centre” and Broca’s region. These are almost the only cases ttot 
he brings forward in support of the existence of such a centre-seeing 
that he gives no cases illustrating disease of the concept centre iteelf, Mid 
as illustrating the effects supposed to be due to daiMge of toe other 
commissure in relation with the concept centre (namely, that by 
the auditory word-centre is brought into relation with it), he is only able 
to adduce one case. But this is a case of a complicated nature, whoso 
symptoms varied on successive days and, in my opinion, cannot be cmi- 
sider^ to give any real support to too interpretation put upon it by 

^'^^have seen, then, that in slight cases of amn^ia the 
word.oentre fails to respond to volitional incitations, though it may stdl 
respond to strong assocMonal stimuli coming to it from the visual word- 

‘'*“?t%ometimes happens, however, that the speech of patients^is e^^ely 

limited to a mere iiStolSve repetition of words 

while they ve without the power of votanteering 

their audited centres respo^ only to direct sensoj ^s 

at all to th^ of a volitional or associational order. In these cases, 
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included under the term echoiaHa, a marked ^neral impaiment 
of inind almost invariably coexists. 

(b) Effects produced by destrudiou of the left mditcr^ word-centre,— ^Where, 
ipst^ of partial or mere functional defects, we have to do with more or 
^ss^consplete destruction of the left auditory word-centre by some organic 
correspondingly complete word-deafness is produced, so that the 
patient is no longer able to comprehend spoken language. Spoken words 
-become to such a patient mere meaningless sounds. As I Imve already 
pointed out, word-blindness (or alexia) is also an occasional consequence* 
of such a lesion, though it is not to be regarded as a necessary accompani¬ 
ment, whatever Wernicke and D^jerine may say to the contrary. These 
authorities, moreover, as well as Miralli4, hold that paraphasia is the 
kind of speech defect that is entailed by destructiSn of the auditory 
word-centre. 

I formei'ly was of opinion that the speech defect produced by de¬ 
struction of the left auditory word-centre would be aphasia (in combination 
with word-deafness), but a recent examination of the recorded observations 
in which the lesion has been limited to the hinder part of the first, and 
perhaps also of the second, temporal convolution (without perceptibly 
encroaching upon the visual word-centre) has sliown surprisingly different 
results in regard to the nature and degree of the speech alteration met 
with. Thus, out of sixteen such cases contained in lists of so-called 
“ sensory aphasia ” published by Miralli4 and Amidon (60), I find that what 
is described as “ motor aphasia ” existed in six of them; in six also there 
was some amount of paraphasia; in one case both aphasia and paraphasia 
are said to have existed; while in the three remaining cases voluntary 
speech seems to have be%n rather less affected. 

Thus wo have all been more or less wrong, and the very different 
results produced by destruction of the left auditory word-centre in different 
persons are, at first sight, not a little surprising. « 

A careful examination of the whole question has convinced me, how¬ 
ever, that in postulating aphasia as a result of a destruction of the auditory 
word-centre, I did not sufficiently take into account the possibility of 
the visual word-centre being capable of acting direatly upon Broca’s centre, 
especially in the case of strong “ visuals.” This I now believe to be a 
possible cause of paraphasic speech following the lesion in question, and in 
some cases of oven fairly correct speech. In one remarkable case recorded 
by Pick, fairly correct speech has even been known to occur when the 
auditory word-centre has been destroyed in each hemisphere (67). 

Another possible cause of some amount of speech being preserved 
after destruction of the left auditory word-centre is apparently due to the 
fact that the right auditory word-centre is capable of acting upon Broca’s 
region in ^e left hemisphere. 

Evidence distinctly favouring both these mofies of compensation will 
subsequently ffie given, and also tending to show that, when unaided 
by the auditory or the visual word-centres, Broca’s centre alone cannot 
load to the production of intelligible speech. 
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Thus ihe^caaes in which “ motor aphasia ” occurred as a result of the 
destruction of the left auditory word-centre are to be regarded as those in 
whic^ for one or other reason, compensatory action could not be taken 
on either by the left* visual word-centre or by the right auditory word- 
centre. 

2. Defects resulting ftfcm lesions of the auditory word-eentre in 
each hemisphere.—I have found the records of four cases of this kind, 
and abstracts of them have bepn given in my third Lumleian lecture (10). 
•In three of them (recorded respectively by Kahler and Pick, by Milla, and 
by Wernicke and Fnedlander) speech was either unintelligible or absent, 
although Broca’s region was uninjured in each hemisphere. But in the 
fourth case (that* recorded by Pick) speech was scarcely at all impaired, 
so that its preservation drives us to the conclusion that the patient must 
have been a strong “ visual.” Words might thus have been revived in 
this patient in the visual word-centre, and if so incitations must have 
passed from it direct to Broca’s region. 

8. Defects resulting from destruction of the auditory and the 
visual word-centres In each hemisphere.—There is only one case known 
to me in which these combined lesions have existed in etich hemisphere, 
although there is another well-known case, that of Laura Bridgman, in 
which complete blindness and deafness had been produced in early 
infancy by peripheral lesions, with the result that in later life she was 
only capable of uttering inarticulate sounds. 

The case definitely belonging to this category was recorded by J. C. 
Shaw (68). This patient was only capable of uttering “unintelligible 
words ” or sounds, although the third frontal convolution on each side 
was intact. * 

4. Defects resulting ftom Isolation of the left audltoi^ word- 
centre.—clinical condition is produced by the isolation of the left 
auditory word-centee—that is, by the cutting it off from all its afferent 
fibres—which was first described by Lichtheim(47)upon the basis of a single 
case of word-deafness that seemed to differ from all others that had been 
previously recorded. To this condition Lichtheim gave the name of 
“ isolated speech-deafness.” It has been spoken of also by Wernicke as 
“subcortical word-deafness,” whilst lately a similar condition has been 
described by D6jerine (who seems to have been oblivious or unaware of 
Lichtheim’s case) under the name of “ pure word-deafness.” The state 
itself is simple enough, though an extremely interesting one. It is the 
condition of a partially deaf man, the deafness being not general, but 
limited to word-deafness. The patient can hear ordinary sounds, though 
more or less badly, he can talk correctly, can write correctly, can read 
aloud, and understand what he reads. His three disabilities are that he 
is unable to comprehend spoken words, and that he is consequently unable 
either to repeat words on to write from dictation. 

I cannot agree with the pathology of the affection as given by Lich¬ 
theim or witt that advanced by DVjerine. Lichtheim says (48): “ Both 
ears are capable of receiving and transmitting excitations of speech, but 
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intelligenoe of language is bound up with the activitj of ^e left hemi¬ 
sphere only, BO both acoustic nerves must enter into relation with the 
latter.” Thus the affection we are considering he adds, “ can obviously 
come into existence only if the irradiations of both*acoustic nerves in the 
left temporal region are broken through.” He concludes that the union 
^ these two tracts takes place in the cerebral hemisphere above the level 
of the internal capsule, and he believes it to occur somewhere in the white 
matter of the temporal lobe. A lesion in tliis situation, therefore, cutting 
off, as he assumes, the afferent fibres of both auditory nerves on their way ■ 
to the left auditory word-centre, is the explanation that Lichtheim gives 
of the production of “ isolated speech-deafness.” D4jerine’s view is still 
less satisfactory, as he speaks only of a severance of one set of afferent 
fibres proceeding to this centre (29). • “ 

In regard to these explanations it may be said that the view of 
Ddjerine is certainly insufficient, since, as I have already observed, it is 
well known that the cutting off of the afferent impressions going to the 
brain from the right oar alone does not give rise to word-deafness. 
Lichtheim’s explanation, on the other hand, is unsupported by any 
anatomical facts showing the distribution that he assumes to exist, which 
would really be that of a semi-decussation of the auditory nerves, since, 
after speaking of his imaginary arrangement on the left side of the brain, 
he adds in a footnote, “ a similar distribution must obtain in the right 
hemisphere.” Both Lichtheim and D4jerine seem to think that the right 
auditory word-centre is either non-existent or possessed of no functional 
activity, and consequently that it is not brought into relation with the 
left auditory word-centre. They seem also to hold similar views as to 
the absence of a visual‘word-centre in the right hemisphere. If these 
views were correct, surely such convolutional regions in the right hemi¬ 
sphere ought to show some distinct diminution in size and development 
as compared with those of the left side. But no one yet seems to have 
noticed anything of the sort. 

There was no necropsy in Lichtheim’s case of “isolated speech-deafness,” 
and from the particulars given it seems clear that the patient was generally 
rather deaf, altogether apart from his word-deafness. Thus my inter¬ 
pretation of this case some time since, after a careful study of its details, 
was that there probably existed pretty complete deafness on the right 
side, cutting off the left auditory word-centre from its proper incitations, 
whilst the slight sudden brain attack that is recorded to have occurred in 
June 1882, may in some way have destroyed the commissural fibres 
connecting the right with the left auditory word-centre. In this way we- 
should have the isolation of the left auditory word-centre brought about 
without the necessity for postulating the existence of any hypothetical and 
altogether unproved distribution of the auditory fibres witUn the brain. 
We should, in fact, have to do with a man partially deaf, capable of 
hearing noises only, but not able to perceive the meaning of s^ken words, 
owing on the one hand to the complete isolation of the left auditory 
word-centre from all sounds, and on the other to the inadequacy for this 
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purpose of the right centre alone, because of the imperfect development 
of associational fibres in connection with speech functions in this hemi¬ 
sphere. This view has since been rather confirmed by the record of 
another case by Serieux, in which it is definitely stated that the patient 
was absolutely deaf on the right side as a sequence of an old otitis (66). 

Strangely enough.it has been found that a very similar clinical com¬ 
bination may be produced in quite a different way, as may be seen by 
reference to the very remarkable case recorded by Pick, and previously 
deferred to, in which there was destruction of the auditory word-centre in 
each hemisphere. Here the clinical condition was almost identically the 
same. There was even a certain amount of general deafness, though it 
was not due to middle-ear disease, nor did it seem to be definitely localised 
to one side. As I Have already said, this case seems absolutely inexplic¬ 
able unless we are to suppose that the patient was a “ visual ” who could 
speak, write, read aloud, and understand what he read, mainly through 
the activity of the visual and the kinaesthetic word-centres—at all events 
without the co-operation of the auditory word-centres, seeing that these 
were destroyed. The case shows, moreover, that general deafness does 
not result from destruction of these special word-centres even in both 
hemispheres. The patient’s general hearing power was defective, though 
far from lost. 

These are the only three cases of “ isolated word-deafness ” known 
to me.^ It will be seen from what I have said that this rare group 
of symptoms is capable of being induced in two very different modes 
just as we ahall find subsequently that what D^jerine has called “ pure 
word-blindntas ” may also be produced in two different modes, and that 
the modes are analogous in the two cases. Pifck was fully aware of 
the very unusual nature of his case. He recognised that it could not be 
a case of subcortical word-deafness of Lichtheim’s and D4jerine s type, 
though he was not prepared to advance any other inteipretation. 
Miralli4 (61), however, has been so veiy uncritical as to cite it as an 
example of D^jerine’s type, notwithstanding the fact of the existence of the 
double cortical lesions occupying the sites of the auditory word-centres. 

It should be added ^hat in word-deafness generally it often happens 
that the patient can recognise his own name, just as the worf-blind 
patient may be able to write his name and nothing else. This most 
familiar word of all is the one the recognition of which persists the 
longesit^ and-after the meaning of all other words may have been blotted 
out. In other cases the word-deafness is not complete. There may be 
still the power of comprehending many familiar words, and by this means 
patients occasionally may guess correctly what is being said to them. They 
may, therefore, for the moment appear to understand more than they 
really do, as the questioner may ascertain by using some of the s^e wo^s, 
but in different combinatlbns, and so as to require different answers. For 
reasons of tl^ kind some of the slighter forms of word-deafness may 

* Thoagh Wernicke says 8 few words concerning a case that had come under his obserra- 
tion (see ForUelwritte der Medidn, 1880, p. 474). 
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esoape observation unless apwially looked for. Again, where the word- 
deal person has been acqiudnted with two or more languages, thftt 
which is most used continues to be understood^ the longest—^just as, 
during recovery, it is the first to be again comprehended. 

5. Defects resulting ftem abnormal conditions of the left visual 
word-centre. —^There is not the same variety in the defects of speech 
caused by disease of the visual word-centre that is to be met with as a 
result of disabilities in the auditory woid-centre. This is apparently 
due to the fact that in the great majority of persons voluntary revival 
of words occurs primarily in the auditory word-centre, while the visual 
word-centre is called into activity mainly by stronger stimuli—either by 
those coming to it through associational fibres or by sjjlll stronger incita¬ 
tions that reach it directly from without. It is only fe comparatively rare 
cases, as we have seen, that the visual word-centre takes the place occupied 
in the great majority of individuals by the auditory word-centre, as the 
seat in which words are primarily revived in silent or in spoken thought. 
Consequently the speech defect known as “amnesia verbalis” occurs 
almost only as a result of a lowered functional activity in the auditory 
word-centre, and only in extreme rare cases (where the individual is a 
very strong “ visual ”) as a result of mere lowered activity in the visual 
worf-centre. Since a volitional stimulus is weaker than that which 
comes through an associational channel from a centre strongly aroused, 
and weaker still than that which comes to the centre directly from with¬ 
out, and since a lowered nutrition or diminished molecular mobility of a 
centre from any cause might lead only to a failure in the centre to 
respond to the weakest stimuli, it is to be expected that such results in 
relation to language wduld show themselves only in connection with the 
centre accustomed to respond to such stimuli (namely, the auditory word- 
centre), and would bo almost absent in connection with the visual word- 
centre. c 

Consequently we know next to nothing about the effects of mere 
functional degradation in the visual word-centre, that is, of slight 
disabilities such as when occurring in the auditory word-centre are 
productive of the various degrees of amnesia verbalis already described. 
All that can be said is that when such functional degradation of the visual 
word-centre is present it would, (a) in the rare event of the patient being 
an extremely strong “ visual,” of itself tend to produce amnesia verbalis, 
as was seen in a patient under the care of Charcot, whose case is referred 
to by Ballet (2); or (6) even in an “ auditive ” tend greatly to aggravate 
any disability that may have been caused by a coexisting defect in the 
auditory word-centre, and also to hinder recovery therefrom ; and further 
(c) where the functional defect involves both word-centres the amnesia 
ought to be more than usually bad and probably associated with more or 
less of paraphasia. *' 

Effects jrfoduced hy the destruction of the left < visual vmffcentre .— We 
have to pass, then, at once to a consideration of the effects produced by 
destruction of the left visual word-centre, which is now generally supposed 
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to be situftted in the angular and possibly in part of the supramarginal 
convolution. ^ These effects will be found to vary in different individuals, 
just as variation was found to be the case when we had to do with the 
results of lesions in the 'eft auditory word-centre. 

One important difference between the effect of lesions of the visual 
word-centre as compared with those following upon lesions of the auditory 
is that speech is very little, if at all, interfered with. There is no well- 
marked aphasia or paraphasia, duly a very slight amount of paraphasia in 
shme of the cases.^ That there should at times be slight disturbances 
of speech is not to be wondered at if we bear in mind the close functional 
relationships of the visual and the auditory word-centres, and how easily 
therefore the functlpns of the latter may be disturbed by a lesion in the 
former. * 

It is often found that word-blindness is associated with right-sided 
homonymous hemianopsia—that is, on the same side as paresis of the 
limbs—for there is often no complete hemiplegia in these cases. The 
hemianopsia is generally due to destruction of the " optic radiations ” of 
Gratiolet; but where the lesion is quite limited to the cortex these fibres 
will not be involved, so that hemianopsia is not a necessary accompani¬ 
ment of word-blindness. 

Agraphia also is a symptom sometimes present and sometimes absent in 
cases of word-blindness. The presence or absence of this symptom is, how¬ 
ever, of much more fundamental importance than the presence or absence 
of hemianopsia. It is best, in fact, to divide cases of word-blindness into 
two categories—namely, (<i) cases in which the word-blindness is associated 
with agraphia and (b) cases in which there is no agraphia. In the latter 
group it is found that the individuals can write* as well with the eyes 
closed as when they are open, and further that they are, even after a 
brief interval, unable to read what they themselves have written. 

(a) In the cases srhere agraphia is present it is commonly found that 
such patients are capable of writing their names correctly, although they 
can write nothing else. The signature is an emblem which may, by 
reason of its familiarity, be executed by the cheiro-kinaesthetic centre with 
the smallest amount of prompting; and it would appear that this prompt¬ 
ing may come from the common visual centre in cases where the left 
visual word-centre is destroyed. Similarly a word-blind patient may be 
able to recognise his own name when he sees it, though apart from this 
there may be complete alexia. As Dt^jerine says : “ He recognises it by 
its general form, by its physiognomy, and not by the assemblage of 
letters of which it is composed,”—^just, in fact, as he would recognise a 
geometrical figure or any other drawing. Differences of degree are, how¬ 
ever, met with in word-blindness. In some cases, though the patients 
are unable to recognise single words (word-blindness), they can ^ipcognise 
individual letters; whilst In others not even letters can be recognised 
(letter-blindne^). These two forms represent differences in *kind rather 

‘ For instance, in Nos. 44, 46, 47. 49, 50, and 62, MirallW’s list of cases included under 
the heading “C^cit^ Verbale" (pp. 1<^2-157). 
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jiegree, all intermediate, forms may be met with. Sometimes 
parents will recognise certain letters and not others; and in one case 
recorded by Batterham vowels only wore recogniMii 

D^jerine and S4rieux have each of them published typical cases of 
this type in which word-blindness was associated with agraphia, and 
where the lesion was strictly limited to the visual word-centre. In the 
case recorded by the former observer, which occurred in a day-labourer to 
whom writing was a comparatively luifaifiiliar exercise, the agraphia was 
absolute (26). Damage to the visual word-centre under such circumstances 
might be expected to produce its maximum results in this direction. In 
this case also there was hemianopsia, While in that of S4rieux it was 
absent (67). ^ 

(b) In the second group of cases word-blindnbss is not associated 
with agraphia, the individuals being able to write, and as well with the 
eyes closed as open. (As I have already said, a precisely similar group 
of symptoms may be produced in a totally different manner, quite inde¬ 
pendently of destruction of the left visual word-centre. These cases will 
be fully considered in the next section.) 

The effects of destruction of the left visual word-centre are liable to 
vary much in different individuals in accordance with their different 
sensorial aptitudes and different degrees of education, just as we have 
found the results of destruction of the left auditory word-centre to 
present marked differences in different cases. The results already 
described under group (u) are those which most frequently follow when 
the left visual word-centre is destroyed in ordinary individuals. But 
suppose a similar lesion to occur in a person who is a strong “ auditive ” 
though a weak “ visuaf,” and at the same time, perhaps, an educated person 
who has previously been in the habit of writing much. It may happen 
in such a person, after the stage of learning to write has well 
passed, that the activity of the visual word-centre may be reduced to a 
minimum during the execution of such acts. We have seen reason to 
believe that the words about to be written become nascent first in the 
auditory word-centre, and it seems fairly probable that in indhiduals 
with the endowments above mentioned this centre, rather than the visual 
word-centre, may be the one which acts upon, and co-operates with, the , 
cheiro-kinsesthetic centre, just as we have seen that in certain persons 
who are strong “visuals” the visual word-centre may be capable of 
co-operating directly with Broca’s centre for the production of articulate 
speech. I contend, therefore, that the preservation of ability to write in 
cases where there has been word-blindness, and where the visual word- 
centre has subsequently been found to be destroyed, is to be explained in 
this way—that is, by supposing that the auditory word-centre, instead 
of actiqg, as it usually does, by rousing the visual word-centre to con¬ 
joint action, in these cases acts directly upon the cheiro-kinsesthetic 
centre (by "way of the commissure //, in Fig. 23).^ Th,e writing thus 

^ It is worthy of note that both Knumaul and Spamer Beem to think that this is the 
ordinary way in which writing is effected (see Kussmanl, loe. eU. p. 777). 
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produced ntsy be foirly good and without mistak^ thc^h that of *^other 
patieuta ijiay show defects of a paragraphic t^e. i^e handwriting 
itself, too,' is usually larger than that which was previouafy customary to 
the patient. There is also the peculiarity that these patients can write 
as well with the eyes closed as when they are open, and the still further 
peculiarity that they oannot. subsequently read what they have ■written 
except by a manoeuvre which causes a stimulus to pass in the reverse 
way—that is, from the cheiro^cinsesthetic centre back to the auditory 
word-centre (in the direction f'f', Fig. 23). This is brought about by 
passing the tip of the finger over the outlines of the letters and so read¬ 
ing off the result. The possib^ty of this mode of reading by the “ tip 
of the finger” Beenil| to have been first noticed in a word-blind patient 
by Westphal (72). * 

There are only two cases with necropsies to which I can refer in 
illustration of this group, and unfortunately they are not very well- 
defined cases, being rather complicated, not only clinically, but also by 
reason of the lesions found at the necropsy. The first of them is also, 1 
believe, the earliest recorded instance of any such defect. It is a re¬ 
markable case that was published long ago by Broadbent. The other 
case is one that has been recorded by Osier. !^th of them are quoted 
in my third Lumleian lecture (8). 

It will be found that in each of these cases in which word-blindness 


has been present without agraphia the patients have been more or less 
educated persons well accustomed to write, and that the incitations 
which lead to this act could not have come during their illness from 
the damaged ■visual word-centre. Therefore it seems only open to us to 
suppose that these patients continued able to write Spontaneously or from 
dictation, simply because they were able to call up the familiar activity 
of the cheiro-kinsBsthetic centre directly at the instigation of the auditory 
word-centre. It is well known that many voluntary movements during 
the period that they are being acquired, and sometimes for long after¬ 
wards, require for their e^cecution the active co-operation of the visual 
centre, though at a later period the guidance of the kinsesthetic centres 
may suffice for their prodnetion. 

6. Defects resulting isolation of the left visual word-centre. 
—Isolation of the visual word-centre is a term employed here in the 
same sense that isolation of the auditory word-centre was previously 
spoken of; it is not a complete isolation, but merely a .cutting of the 
centre off from all its own afferent fibres, as well as from all communica¬ 
tion ■with the corresponding centre of the opposite hemisphere. 

Seeing that each of these clinical groups of symptoms may be pro¬ 
duced in two distinct modes—^that is, either by cortical or subcortical 
lesions, it seems best to adhere to D^jerine’s nomenclature and ^eak of 
them as “ pure word-deafnuSs ” and “ pure word-blindness ” respectively. 

The cases <d pure word-blindness with which we are now’concomed, 
in which the visual word-centre remains intact, are comparatively few in 
number. Three complete cases ■with necropsies have been recorded (by 
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D6jeiSiie, Wyllie, anif'^edlich), while of two others the clinical details 
only have' been piibli&ed. D^jerine’s case is remarkable for its com¬ 
pleteness and the great care with which it has been recorded (30). Its 
most notable features were the absence of any hWiplegia; the combina¬ 
tion of complete right lateral hemiachromatopsia with partial right 
hemianopsia; the absence of word-deafness or speech defect of any kind ; 
the absolute word-blindness coupled with ability to write freely both 
spontaneously and from dictation, whilot ability to copy writing was 
very defective; and the length of time that these symptoms lasted 
without change. The subsequent sudden supervention of complete 
agraphia associated with paraphasic speech, followed by the discovery of 
a recent lesion in the angular gyrus and adjacent p^arts, were also very 
significant features of the case. ' 

In each of the other two cases (for abstracts of which see Lancet, 
May 1, 1897, p. 1190) there was also no motor paralysis, only a very 
slight amoimt of right-sided hemiansesthesia. There was right hemi¬ 
anopsia in each, but no mention is made of hemiachromatopsia in the 
cases of Wyllie and Redlich, or of the ability to read words by means of 
kinsesthetic impressions, though both were present in the case of 
D6jerine. It seems highly probable, however, that one if not both of 
these characteristics might have been met rwith had they been specially 
looked for. They both existed in one of the two incomplete cases 
before referred to—namely, in one observed by Gaucher, and recorded 
by Miralli^ (52); while in the second of these cases, recorded by 
!^tterham (16), though there is no mention of hemiachromatopsia, the 
ability to read words by aid of kinsesthetic impressions was present. 
Word-blindness was not complete in this case, and Batterham says: 

“ When asked to spell out a word written in the ‘ round hand ’ of the 
copy-books, she failed with several letters; but on being told to copy 
the unrecognised signs, or to run her pencil over, them as if writing 
them, she in most cases recognised their name and significance. This 
experiment was repeated several times, and the patient was delighted to 
find that she could ‘jog her memory' of letters in this way." Both 
these cases are well reported, and are worthy of careful study, although 
there is no record as to the pathological causes of the clinical con-^ 
ditions. 

The lesions found in each of the three cases where a necropsy was 
made have shown a striking similarity. In each there was softening 
and atrophy of the white substance of the occipital lobe, together with 
more or less damage to certain convolutions—that is, to the lingual and 
fusiform lobules as well as the hippocampal gyrus and the cimeus, or, 
speaking more generally, to some .of the convolutions on the under and 
inner surface of the occipital lobe. It seems quite probable, however, 
that the lesions of the convolutions may be os little significance so long 
as there is'the presence of extensive destruction of the yrhite substance 
of the occipital lobe. Nothing more definite can be said on this subject 
at present. D4jerine attaches most importance to the. destruction of 
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portions of the white matter—namely, of that ittj^hich ^ouW be in¬ 
cluded (a) the “ optic radiations ” of Gratiolet (6), me .fiBws proceeding 
from the left half-vision^centre to the left visual word-centre, as well as 
(c) the fibres from the right half-vision centre to this same word-centre. 
This he indicates in a diagrammatic figure of some complexity. 

It is clear from (the explanation that D^jerine advances of his 
case (31), and also from what he says elsewhere, that he does not believe 
in the existence of auditory arid visual word-centres in the right hemi¬ 
sphere in ordinary right-handed persons. On this subject he takes 
much the same view as Lichtheim, and now explains “ pure word-blind¬ 
ness” in a fashion analogous to that by which the latter explained 
“pure word-deafne^”—namely, by supposing the severance from the 
left visual word-centr 8 of the associational fibres connecting it with the 
general visual centre in each hemisphere (see Fig. 25). 


c.c. 



Fig. 25.—a slmplifled diagram renreaenting D^Jerino’a view as to the mode of production of pure word* 
bliudiieaa. h. v. c., Half*vi»ion centres; l. v. w. c., left visnal wonl-centre; c. c., iiosterlor 
extremity of cori>'u* calloHum, containing couiinlssnral Itbrce (a) connecting the half*vlHmn centra 
and also fibres (V) fh>m the right half-vision centre to the left visual wonl-ceiitre. (Tlie » optic 
radiations** have been ornitte<l.) The dark line indicates the site of a lesion which would cut off 
the left visual word-centre ftom the half-vision centre of each side. 

I, however, believe in the existence of a visual word-centre in each 
hemisphere (though unequally developed), and that the two are brought 
»into functional relation with one another by means of commissural fibres 
in the posterior part of the corpus callosum. I believe also that each of 
these visual word-centres would be in relation by other associational 
fibres with the half-vision centre of its own side (which both of us 
suppose to bo commissurally connected with its fellow); and that 
G^jerine’s form of pure word-blindness may be produced by severance 
of the associational fibres between the left visual word-centre and its 
corresponding half-vision centre, together with a lesion of the com¬ 
missure between the two visual word-centres, in some part of it| course 
(see Kg. 26). .The isolatidli of the left visual word-centre would thus be 
complete; andJirought about, moreover, in the same sort of way that I 
, have postulated for the isoktion of the auditory word-centre in the 
k condition that D^jerine calls “ pure word-deafness.” 
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The-' commissmjE^l fibres between the two word - centres nmy be' 
damaged, in accordance with my interpretation, by the lesion in the 
white substance of the occipital lobe extending ^far enough forwards to 
involve them, just as D^jerine supposes those from the right half-vision 
centre to have been destroyed; or else by a separate lesion in the 
posterior part of the corpus callosum, such as .was actually found in 
Dejerine’s case, or in the part of it known as'the tapetum.^ 

"When we consider how one eye sufSces for perfect vision, although 
only one-half of the proper amount of visual fibres goes to each haflf- 
vision centre, we may see all the more fully how complete and intimate 
must bo the coactivity of these centres in vision, even when one eye 
only exists. That being so, it would be in vain with our present im¬ 
perfect knowledge to attempt to define the actual 'inode of association of 
the half-vision centres with their outlying portions which we name 



visual word-centres. All I can say is that such an arrangement as I 
have previously indicated seems to me to be much more in accordance 
with all known probabilities than that of D^jerine, who assumes that the 
right angular gyrus has practically no visual functions, just as he 
assumes that the posterior half of the right upper temporal convolution 
has no auditory functions. What I have previously said as to th# 
partial co-education of the centres in each hemisphere, as well as what 
we know as to the modes in which recovery takes place in various forms 
of speech defect, may be considered to lend support to my view. 

As I have already indicated, the two modes of producing pure word- 
blindness are pretty strictly comparable, mteris paribus, with two modes 
of production of pure word^eafness. One of these forms, which for the 
sake of distinction may be termed the parietal type of pure word-blind¬ 
ness, isc'brought about by destruction of tl^ left visual word-centre in 

* The tatietum may perhaps include the commissural fibres bets^^n the two visual 
word-centres, and it is specially stated in Bedlich's case that these fibres were in part 
degenerated, as also was the forceps meyor, which probably includes the fibres connectiug 
the two half-vision centres with one another. 
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persons by whom writing can be executed under the instigation and 
guidance of the left auditory word-centre; while the other (D^jerine’s 
form), which might be called the occipital type, is due to isolation of the 
left visual word-centre from the half-vision centre of its own side as well 
as from the opposite visual word-centre. 

At present there seems no very definite means of diagnosing these 
two types of pure word-blindness from one another during life. The 
following considerations may, bpwevor, afford some help:— 


Parietal Type of Pure TVord-blindims. 
Possibly some right-sided paresis. 

Speech often slightl;^ paraphasic. 

Alay be no hemianopsia or bemichromo- 
topsia. 


Occipital Type of Pure Word-hUndnc$». c 

Probably no right-sided paresis, but 
possibly some slight right hemianiesthesia. 

Speech not affected, or slightly amnesic 
only. 

Hemianoraia always, and when incom¬ 
plete probably also hcraiachroinatopsia. 


These seem to me to be the only approximations to differential 
characteristics that can be suggested at present, some of them being 
based upon the fact that destruction of the visual word-centre may be 
associated with a lesion in the parietal region, and consequently may be 
associated with some amount of right-sided hemiparesis; while in the 
cases of occipital type, if the lesion of the occipital lobe extends sufficiently 
far forwards, we may get more or less marked hemiansesthesia though 
without any motor paralysis. The association of alexia without agraphia 
in a person whose speech is not appreciably interfered with, and who 
has slight hemiansesthesia without paralysis, would, in fact, afford strong 
presumptive evidence that the pure word-blindness was of the occipital 
type. 

7. Defects resulting from combined lesions In the left auditory 
and visual word-centres.—It will have been seen from the cases already 
recorded that destruction of the left auditory word-centre or of the left 
visual word-centre alone, and especially in the last case, may be quite 
compatible with the preservation of a fair amount of intelligence. The 
result is, however, altogjether different when both these centres are badly 
damaged at the same time. The unfortunate individuals thus affected 
are often reduced to a most deplorable condition, seeing that they can 
usually neither speak nor write intelligibly, and that they are unable to 
understand the speech which they hear or the language they may see 
either in writing or in print. They can mostly communicate with others, 
and be communicated with, only by means of signs and gestures; and at 
the same time they must necessarily suffer a very distinct amount of 
mental impairment, owing to the blotting out of the principal linguistic 
symbols by means of which all but their most elementary thinking 
processes are carried on. • • 

Although this is the hind of condition that has been met with in the 
majority of these cases, yet a careful examination of all the published 
records shows that, as in cases where there is destruction of the left 
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aaditorjr word-centre, so here with combined lesions of the auditory and 
the visual word-centres, a considerable variation is met with in different 
cases. These variations depend partly upon differences in the relative 
completeness of the lesion in one or other of the^ centres; and in cases 
where one of the centres is incompletely destroyed probably also to a 
* considerable extent upon individual variations in original endowment— 
that is, upon the question whether the patients are “auditives\” or 
“ visuals ”—as well as in part upon theii;^ degree of education. Where 
the destruction of both the left word-centres has been complete, more¬ 
over, variations in symptoms may depend upon the degree of develop¬ 
ment of the corresponding centres in the opposite hemisphere. 

Taking fifteen of the most typical cases I could ^nd on record, in 
three of them the lesion was complete in the visual and partial in the 
auditory word-centre; in two it was complete in the auditory and 
partial in the visual word-centres; in four cases it was incomplete in 
both word-centres; while in six cases the lesion was pretty complete and 
equal in both word-centres. 

Looked at from another point of view, that is, as to the kind of 
speech defect presented by these fifteen cases, I find that speech was 
more or less good in two; that there was more or less marked paraphasia 
or actual jargon-speech in seven, and more or less complete speechless¬ 
ness in six. These different results may at first seem very aston¬ 
ishing to others as they did to me. But the more one thinks of cases 
presenting this double lesion, in which speech was only slightly para- 
phasic or fairly good, the more it seems necessary to suppose that the 
auditory word-centre of the right hemisphere must have been able to 
act upon and with the left glosso-kinaesthetic centre. These cases 
cannot be explained by supposing that speech was produced by the right 
■ auditory word-centre acting with the right glosso-kinaesthetic centre, 
because all present knowledge goes to show that this could only be 
brought about after a long interval, during which these centres were 
educated to act together. In the cases in question, on the other hand, 
there was evidently no such interval, seeing that the modified speech 
was initiated in each case just after the brain lesion occurred. It is 
worthy of note also that in the two cases in which speech was best 
preserved the visual word-centre was only partially damaged, so that 
some help may also have come from its co-operation. 

A case recoi-ded by myself belonging to this group is one of a very 
extraordinary nature in many respects, the patient having lived over 
eighteen years after bis seizure, and his speech defects having remained 
constant throughout almost the whole of this period. His spontaneous 
speech was limited to a few words, and, though he was neither word-deaf 
nor word-blind, both the auditory and the visual word-centres of the left 
hemispheie were completely destroyed. The record of this remarkable 
case^ togethe’’ Avith illustrations of the brain, will be published in the 
forthcoming volume of the Transactwm of the Boyal Med&al and Chir- 
urgical Society for 1897. 
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Object-blfndness.—In association with the latter class of cases, and 
of others in which the lesion extends into the occipital lobes, another 
defect is sometimes met with which has been commonly known as 
“ mind-blindness,” but which is, I think, much better termed “ object- 
blindness” (Ballet and Wyllie). This latter term is not only more^ 
descriptive of the na,turo of the defect, it is also a better companion teim 
for “ word-blindness.” The two conditions are very frequently associated, 
and when the former is preijpnt, although the patient sees relatives or 
• other familiar persons, he may not recognise them. Similarly he seems 
unable to recognise and to be unaware of the uses of eommon objects. 

This effect is probably due to a partial isolation of the common visual 
centre—^the cutting across not of the afferent fibres, but of the fibres by 
which the centre ls»brought into association with other sensory centres. 
A failure in the irradiation of absociational impressions which are wont 
to pass from the visual to other sensory centres on the presentation of an 
object to the visual sense would, of course, absolutely chock the neural 
processes essential to perception, and thus lead to the non-recognition of 
the object and its uses. An excellent example of this condition has been 
recorded by Bernheim. 

Opiu, aphasia is a term that has been given, rather needlessly I 
thin]^ by Freund to a condition in which, though the pei-son quite 
well recognises objects or persons, he is unable to call up the name from 
the visual impression only, but may be able to do so at once when the 
visual is reinforced by some other sensory impression—either by touching 
the object, smelling it, or tasting it—but especially by touching it. 
This form of inability to name at sight may be brought about in various 
ways:—(a) by severance of the associational fibres between the common 
visual centre and the visiml word-centre; {b) where the visual word- 
centre is weak, it may then respond to two incitations though not to the 
visual alone; (c) >^hen the visuo-aiiditory commissure is damaged in a 
person who is not a strong “ visual.” 

Inability to read or write music, or to read and write numerals.— 
It is often found that the patient’s inability to read or write music or 
numerals is not at all proportionate to his inability to read or write words. 

In reference to music, a case was long ago recorded by Lastgue in 
which a musician completely aphasic, and unable to read or write in the 
ordinary way, could after hearing a passage of music write such passage 
on paper with facility. Many other instances of the same kind have 
since been recorded; the inference from which would seem to be that the 
seat of registration of the two kinds of impressions may be more or less 
separate, though in all probability contiguous. 

At other times there may be complete word-blindness and musical- 
blindness, but with preservation of ability to read and write figures and 
to calculate, as in the celebrated case of “pure word-blindness* recorded 
by D^jerine. It is, indeed, very frequently found that there is this 
ability to read and write figures with varying degrees of facility, when 
the reading or writing of letters or words is impossible. This curious 
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fact has given rise to much discussion and to many attempts to explain 
it. It seems to me that various reasons are probably operative, though 
in different combinations in different cases. Some of the most important 
causative conditions may be these:—(i.) the grefiter simplicity of the 
recollection of numerals as compared with letters—^there being only nine 
of the former as against twenty-six of the latter; (ii.) there is the fact 
that our attention is much more habitually called to individual figures, 
while letters tend to be merged into multitudinous words; (iii.) there is the 
possibility that numerals may m\ich oftener than words be primarily- 
recalled in the visual rather than in the auditory word-centre; i^nd (iv.) 
the further possibility that numerals may be registered in some region of 
the general visual centre apart from the visual word-centre. 

Paraphasia and paragraphia. —Paraphasia and' paragraphia are 
incoordinate rather than paretic or paralytic defects of speech. We may 
describe each of these defects as occurring under three grades or degrees 
of severity, though the grades of each are often dissimilar as they exist 
in the same persons. In the minor form of the defect (i.) the patient 
uses some wrong words instead of those that he intends to employ. In 
a more severe form (ii.) he collocates words in such a disorderly manner 
as to convoy no definite meaning. In the moat severe form (iii.) the 
patient does not make use of words at all, but utters a mere gibberish or 
jargon in which actual words are not to be detected; or in writing makes 
random collocations of letters, or perhaps mere unmeaning strokes not 
even representing letters. 

The first variety is the most common and is generally associated with 
a certain amount of amnesia, when the patient will often substitute some 
noun of general import (such as the word “ thing ”) in place of that which 
he is unable to recall, or else he substitutes a periphrasis in order to 
express his meaning. An allied defect may also be met with in the form 
of a transposition of syllables of words in the same sentence, or the 
interposition of letters that do not belong to the word—a condition to 
which Kussmaul gave the name of “syllabic stumbling.” Defects in 
writing of a similar kind are also met with. 

All transitions may be encountered between the first and second 
grades of paraphasia, and they are probably similar in nature and mode 
of production. Some of the slighter defects are apt to show themselves 
in weak and exhausted states of the system, and in cases where there is 
impaired nutrition of the brain, either from previous disease or from old 
age. They may occur also when the attention of the person speaking is 
distracted by counter currents of thought being carried on at the same 
time. In all such cases wrong words are particularly apt to slip out. 

Apart from these causes of a more general order what has already 
been said in previous sections seems to show that either paraphasia or 
paragraph^ or sometimes both in the same patient^ may be produced by 
a lesion which causes speech or writing to be performed by some un¬ 
accustomed cerebral process. Paraphasia not infrequently occurs, for 
instance, in a case of word-deafness when the visual has to take the place 
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of the auditory word-centre in the incitation of Broca’s region ; or in cases 
of combined word-deafness and word-blindness when the right auditory 
word-centre has to t^ke on the functions of the left In each of such 
cases there is very apt to be, at all events for a time, either a want of 
proper association between the new centre in which words have to he 
revived and the several sensory centres and their annexes, or else an in¬ 
coordinate action between the driving centre and the centre driven. 

Under similar conditious paragraphia may also show itself, because 
’ here too there would in one case be a change in the locus of the initia¬ 
tory recall of words and a less perfect system of associational fibres 
radiating therefrom, as well as a less evolved system of associational 
channels betweep this newly dominant site for the initiation of words and 
the left cheiro-kinaesthetic centre. Paragraphia may also be caused in 
cases where the visual word-centre is destroyed in a person much 
accustomed to write, when this act begins to be brought about (as it 
seems to be in some cases) by the auditory word-centre acting directly 
upon the cheiro-kinsesthetic centre. 

In addition to the causes already mentioned some partial damage to 
the auditory word-centre may possibly cause paraphasia ; just as partial 
damage to the visual word-centre may possibly cause paragraphia. 

Wyllie seems to suppose that in cases of word-deafness the paraphasia 
which often occurs may result from an unguided action on the part of 
Broca’s centre (73). Thus, he says: “In cases of word-deafness— 
which implies the obliteration of the auditory store of images—the motor- 
centre may emit the wrong words when the patient tries to speak.” As 
I have shown, however, in previous sections, Broca’s centre alone appears to 
have no power of initiating intelligible speech—undirected it seems only 
to lead to the production of mere gibberish. 

Lichtheim’s view, again, that paraphasia is dependent upon a sever¬ 
ance of the associational fibres between the loft auditory and glosso- 
kinsBsthetic centres (his so-called “ commissural aphasia ”) is founded upon 
no sufficient evidence, as Dejeiine (28) has also pointed out. Destruction 
of the auditory word-centre in a certain number of cases leads, as I 
have shown, to paraphasia, and in about an equal number it leads to 
aphasia. Precisely the same thing, therefore, must hold good in regard 
to severance of the associational fibres between the auditory word-centre 
and Broca’s centre. That is, paraphasia might be produced when either 
the left visual word-centre or the right auditory word-centre were capable 
of partially taking on the functions of the left auditory word-centre when 
the latter has been cut off from its connections with Broca’s centre; while 
aphasia would result in cases where from one or other cause neither of the 
centres mentioned could take on compensatory functions, so as to incite 
and direct the action of Broca’s centre. ^ 

In the third fonrt* of incoordinate amnesia speech is reduced to a 
mere jabbpr of meaningless sounds, and writing to a taere scrawl in 
which words and sometimes individual letters are indistinguishable. It 
is often found that these two disabilities coexist, and that the person so 
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affeetod ia also word-deaf and word-blind, and consaquentlj doea not 
know that what he sajs or writes is mere gibberish. This is what 
happens in certain cases of destruction of the left auditory and visual 
word-centres when the corresponding centres in tne right hemisphere 
remain comparatively undeveloped, and still more certainly when each 
hemisphere is the seat of this double lesion. Again, much- the same con¬ 
dition may exist (save for the possible absence of word-blindness) in cases 
where both auditory word-centres are destroyed. 

An extreme defect in speech of jargon type, or a similarly extreme 
defect in writing in certain cases, however, exists alone—that is without 
the association either of word-deafness, word-blindness, or mental failure. 
These cases, therefore, belong to a totally different category from those last 
referred to. * 

A well-known instance of such a defect in speech, without defect in 
writing, was recorded long ago by Dr. Osborne. It occurred in a 
scholar of Trinity College, Dublin, who was able to talk only in a mean¬ 
ingless jargon and read aloud in much the same way, though he perfectly 
comprehended what he read, and all that was said to him, and expressed 
his ideas in writing with considerable fluency. His power of repeating 
words after another person was, however, confined to certain mono¬ 
syllables. This case seems to me only explicable on the supposition that 
it was due to some perverted activity in the glosso-kinsesthetic centre. 

In other cases the defective power of expressing occiyrs in writing 
rather than in speech. Hughlings Jackson (40) and P. J. Cremen 
have each recorded one such case, and I have recordefl another. Though 
these cases were by no means free from other complications, there seems 
reason for believing that the agraphic defect must have been especially 
due to a perverted activity in the cheiro-kinaesthetic centre. 

The case recorded by myself (1.3) may, perhaps, have been of a some¬ 
what different type. There was a constant repetition' in this patient’s 
writing of certain groups of letters, which varied from time to time; and 
the case also afforded an admirable example of what Gairdner long ago 
termed “ intoxication of the brain ” with a word or letters, and of which 
he gave various examples. A similar intoxication with words is not 
infrequently shown by aphasics, or by others who are partly agraphic. 
In all such cases, however, we may expect to meet with evidence of some 
general mental defect over and above that which may be due to the mere 
lesion causing aphasia or agraphia. 

V. DEFKCTS of SPEF.CH AND WRITING DUE TO DAMAGE TO THE 

Commissures between the Different Word-centres 

It seems'better to reserve, as I have for somfi years done, the word 
“ commissure ” As an appellation for the fibres which connect centres of 
like kind, that is, either sensory centres or motor centres; and to name 
“ internuncial ” the fibres which connect sensory with motor centres. These 
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two Orders of fibres will thus be clearly distinguisheid from one another, as 
well iw from so-^led sensory and motor nerve-fibres—namely, those that- 
connect the periphery with sensory centres, or those that connect motor- 
centres in the bnlb of cord with muscles. 

The commissure^ with which we are now principally concerned are (i.) 
those between the auditory and the visual word-centre; (ii.) that between 
the auditory word-centre and Broca’s centre; and (iii.) that between the 
visual word-centre and the ^heiro-kinsesthetic centre. We shall briefly 
refer to them in this order, and in all cases we must be supposed to have 
to do with staructural defects in the course of these fibres, or else -with 
some unnatural pressure upon them. 

(i.) Defects due to danuige to the two commissures between the auditriry and 
the visual worddSentres. —One of these commissures conducts impressions 
from the auditory to the visual word-centre (the aiidito-visual commismre) 
and is called into play in vuiting from dictation, and probably also in any 
spontaneous writing. The other conducts impressions from the visual to 
the auditory word-centre (the visuo-aiulitory commissure), and is habitually 
called into play when we read aloud or name an object at sight. 

Where both of these commissures are destroyed in the same person 
without other notable damage a very interesting group of symptoms is 
produced. The patient understands perfectly all that is said to him and 
what he reads. He cannot read aloud a single word or letter, though 
immediately that he hears the word or letter pronounced he can at once 
repeat it. Similarly, he cannot write a word or letter from dictation, 
but he can at once copy any such word or letter that he has before him. 
Spontaneous writing is similarly impossible, though if the auditory centre 
be intact spontaneous speech may not be very ptuch interfered with. An 
interesting case that was for very many years luider my observation pre¬ 
senting a group of symptoms of this kind vdll be found recorded in the 
Medico-Chirurgica^ Transactions for 1897. 

Cases which I interpret as illustrating defects of the audito-visual 
commissure alone have been published by Pitres (61), who, however, brings 
them forward as instances of destruction of the cheiro-kinsesthetic centre. 
Another such case hag also been recorded by Dingley. 

(ii.) Defects due to damage to the commissure between the auditmy word- 
centre anSf Broca’s centre. —To the result of such a lesion (the “ commissural 
apha^a ” of Wernicke) I have recently referred when speaking of para¬ 
phasia, so that nothing more need be said here. 

(iii.) Defect due to damage of the commissure between the visual word- 
centre and the cheiro-kinasthetic centre. —Such a lesion should in most 
persons produce complete agraphia—nothing more than slow and tedious 
copying being possible (as a drawing would be copied) under the guidance 
of the general visual centre. But in persons who have been much 
accustomed to write it^s possible that writing (though at fii%t of a para¬ 
graphic type) may be executed, owing to the auditory word-centre acting 
directly ujran the cheiro-kinsesthetic centre. 

The other commissures seem to be only for occasional or supplementary 
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use, and the effect due to their severance (tending to check compensation 
in different ways) maybe easily imaging by reference to the centres 
which they connect, together with the direction in which the stimulus 
passes. 

Thus, referring to Fig. 23, it will be seen that there are the following 
additional commissures, the functions of which have been referred to at 
different times in the course of this article. 

(iv.) From the nsual word-centre ^o the glosso-kinsssthetic 
centre (e e). 

(v.) From the auditory word-centre to the cheiro - kinsesthetic 
centre (//). 

(vi.) From the cheiro-kinaesthetic centre to the' auditory word- 
centre (//). 

(vii.) From the cheiro-kinaesthetic centre to the visual word- 
centre (d). 

(viii.) There is another important commissure, not represented in this 
diagiam, by means of which the right auditory word-centre is enabled 
to exercise some amount of influence upon the left glosso-kinsesthetic 
centre in most persona, and a much larger amount of influence in some 
persons when the left auditory and visual word-centres are destroyed, as 
seems to be shown by the fact that some of these patients preserve a fair 
amount of speech, though mostly of a paraphasic type. 

H. Charltom Bastian. 
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IMPEDIMENTS OF SPEECH 

9 

In this country the word “ stammering ” is used loosely for all f■ 
of speech defect, but especially as synonymous with stuttering. In 
literature, however, “ stammering ” (Stammeln) is never employee 
sense of stuttering (Stottern), but always to indicate other f ua of 
impediment of speech. In order to avoid confusion, therefore, the word 
“ stammering ” will not be used in this article. 

I. Stcttkring. —Definition.—A spasmodic affection of the muscles 
concerned in articulation, occasioned by erroneous nervous control, leading 
to a sudden check in the utterance of words, or to a rapid repetition of 
the literal sound in connection with which the difficulty arises. 

History.—It is only during the last half-century that stuttering has 
been looked on as a complaint worthy of the attention of the physician. 
The first scientific treatment of the subject was contributed by Dr. Neil 
Arnott, in 1827, in an article on “Voice and Speech” in his Memeids of 
Physics. In France, about the same time, Columbat recognised the nature 
of the complaint, and devised appropriate exercises to overcome it; almost 
simultaneously the first scientific account of the subject was published by 
Schulthess in Zurich. These papers, unfortunately, had but little influence, 
and the subsequent literature on the subject is full of the most grotesque 
notions of the pathologji»and treatment of the disorder. In 1840, under 
the influence of Dieffenbach, a brief period of surgical enthusiasm occurred, 
and extensive divisions of the lingual muscles were practised by many 
surgeons. The enthusiasm subsided in a few years owing to the number 
of fatal results, and this irrational procedure was entirely abandoned. 
Now, after many years, investigators are returning to the views and 
methods of Arnott, Columbat, and Schulthess, and elaborating them. The 
work of Kussmaul, Gutzmann, and Wyllie has plfjeed the knowledge of 
the subject on a sound scientific basis. 

Mechanism of normal articulation.—The mechanism of articulation 
requires particular consideration, as familiarity with it is absolutely 
necessary for the intelligent treatment of these disorders of speech. The 
production of articulate speech requires the orderly co-operation of three 
muscular mechanisms: (i.) the respiratory apparatus for supplying a 
blast of air; (ii.) the larynx for transforming the blast of air into voice ; 
and (iii.) the musculature of the lips, tongue, and palate, for altering the 
shape of the passages so as to modify the voice and differentiate sounds 
into words'. Not only must the component muscles of each of these 
delicate mechanisms act in perfect concert, but there must-be absolute 
co-ordination of each of these mechanums with one another. It is the 
difficulty of performing the necessary movements of the tongue and lips 
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which usually obtrudes itself on a stutterer’s attention, but, as we shall see, 
the essential difficulty consists in securing proper co-ordination between 
the vocal and articulatory mechanisms. 

The English alphabet, being both defective and redundant, must be 
reconstructed on a phonetic basis, the various literal sounds being grouped 
according to the positj^on in the mouth at which the mouth is modified to 
produce them. Several consonantal sounds (for example, th, ph, and sh) 
have to be added, and those w}^ich are really consonantal diphthongs, such 
as q (Jew) and j (dzh), have to bo omitted. The most convenient and 
scientific groujnng of the consonants is that devised by Dr. John Wyllie 
of Edinbm’gh, which is here reproduced. The section on stuttering in his 
work on Disorders of Speech is by far the most thoughtful and suggestive 
consideration of tffe‘subject yet published. 


Consonants 

(From Wyllie’s Disorders of Speech) 



VoicelcHS Oral 
CoiisonaiitM. 

Voicwl Oral 
Coiisoimiits. 

Voiced Nasal 
llesoimiits. 

Labials. 

(Isf Position.) 

p 

(W )1 

B 

W 

M 

Labio-Dentals. 

F 

V 


Linguo-Deutals. 

Th 

S 

Th • 

Z 



Sh 

Zh 


Antesior 

T 

J) 

N 

Linguo-Palatals. 

(L)* 

II 


( 2 nd Stop Positim.) 

R 


Posterior . 

K 

n 

Ng 

Linguo-Palatals. 

H or Ch 

Y 


(Srd Stop Position.) 


(R)* 



The vowd sounds are grouped most conveniently according to their 
phonetic value rather than according to the letters; for in English each 
letter is pronoimced in several different ways. The different sounds are 
best remembered by the mnemonic given by Pitman ;— 

Long .—Half pay she thought so poor 

Correspomding Short .—That pen is not one foo^. 

I is omitted from tWs list, not being a simple vowel sound, but a 

• 

* The Toicelfts W and the voiceless i have been given above within brackets, the former 
being now almost confined to Scotland, and the latter being peculiar to Wales. The burring 
or uvular M is also given within brackets. 
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diphthong and equivalent to a%-w, y as a vowel is closely allied to t, 
and w to u. It is a matter of dispute whether h should be regarded as a 
special consonant or as an immodified expiration. Wyllie’s view that it is 
a guttural allied to the Scotch th, is probably corrdct. It is an occasional 
cause of stuttering. 

For the intelligent direction of treatment it k essential that the 
medical attendant shall make himself perfectly familiar with the exact 
position of the lips and tongue requisite fqr the production of the various 
vowels and consonants. This he can best do by observing the movements 
and position of his own tongue, aided by the description in standard 
text-books of physiology. 

The part played by the laryngeal and buccal musculatures respectively 
in producing the various sounds must not be overlobked. The vowels 
are mainly laryngeal sounds, modification of the sound for each vowel 
being effected by altering the shape and volume of the buccal cavity as a 
resonating chamber. 

The consonants are mainly buccal sounds, but in many there is an 
important laryngeal element. It will be noticed that in Wyllie’s physio¬ 
logical alphabet the consonantal sounds are grouped into “ voiced ” and 
“voiceless,” a distinction of great importance in treatment. In the voiceless 
consonants—such as p, t, and k —there is no vocal element, but a nearly 
noiseless blast of air. In the case of the voiced consonants—such as 
6, d, g, and m —sound is produced in the larynx each time that the consonant 
is uttered. This can be easily realised by saying aloud b-b-b-b, without 
employing any vowel, when it will be found impossible to pronounce 
the consonant without using the voice, and the result may be contrasted 
with the almost silent production of the corresponding voiceless consonant 
p-p^p. This grouping corresponds to the division of the letters by the 
grammarians into “sharp” and “fiat”; the voiceless group containing 
the sharp consonants, while the voiced group includes,the fiat consonants, 
the nasals, and of course all the vowels. The distinction between the 
voiced and voiceless consonants may also be demonstrated by the following 
plan recommended by Wyllie. Pronounce the word “wonder,” in which 
all the consonants are voiced, in a low monotone. The vocal element 
produces a continuous murmur, which can be kept on indefinitely by re¬ 
peating the word. If now the syllable “ ful ” containing the voiceless letter 
/ be added, and the word “ wonderful ” be pronounced in a simihu: way, a 
break will at once occur in the vocalisation of the word at the letter /. 

Causation.—^Little is known with certainty of thecauses of this disorder. 
Direct hereditary transmission does not appear to play a large part in the 
causation, but a neurotic family history is usmdly to be obtained, and, 
apart from the speech disturbance, the patient often betrays a neurotic 
tendency. Sex appears to have an important effect, the large majority of 
cases ocdhrring in boys. Imitation, as from t. stuttering nurse, is an 
occasional cause. Adenoid vegetations have been held responsible for the 
trouble, but although they are often present in stutterers, there is no evi¬ 
dence that they can directly give rise to it. 




IMPEDIMENTS OF SPEECH 


4SI 

The aflFection is rarely congenital, but comes on either in early child¬ 
hood or at some epoch in a child’s life, such as going to school, the period 
of second dentition, or of puberty. A stutterer who has recovered may 
relapse under similar Circumstances; such as going to a boarding school, 
or to live abroad, where he has to speak an unfamiliar language. Or 
it not infrequently begins during convalescence from some acute disease, 
particularly from diphtheria and measles. 

Pathology. —The complaii^t must be regarded as a functional nervous 
disorder, without any structural changes, leading to erroneous action of the 
muscles concerned in speech. Although local conditions of the throat 
may increase the tendency to stutter, they are but contingent direct 
causes, as is clearly proved by the facility with which almost all stutterers 
can sing and intones 

In most cases the larynx is kept closed while the muscles are acting 
powerfully, the result being that the patient stands speechless and becomes 
very red in the face. In other cases the vocal cords are properly adjusted 
for the production of voice, but the expiratory muscles are not properly 
brought into play at the proper moment. In a thii’d group vocalisation 
by the larynx occurs normally, but, o^ving to spasm of the lingual or 
labial muscles, articulation is checked. It is important to remember that 
in the majority of cases the laryngeal muscles are at fault. 

Symptoms.—The most characteristic symptom in stuttering is an 
intermittent inability to emit certain sounds, the disability being noticed 
only when the patient speaks in a conversational voice, and being rarely 
present when he sings or intones. The difficulty in articulating is mainly 
experienced when the difficult consonant occurs as an initial letter, no 
hesitation being noticed when the same letter oecurs in the middle of a 
word. The actual phenomena observed vary gi-eatly in different indi¬ 
viduals. Most frequently the patient has a habit of speaking in a 
monotonous and i^pid fashion, with his chest almost empty. As ho is 
speaking, the flow of words is suddenly interrupted, and he hesitates, with 
every appearance of violent effort, before pronouncing the difficult con¬ 
sonant. Suddenly the stumbling-block is removed, and the word is 
pronounced with an explosive jerk, and the subsequent words tumble out 
rapidly, in a succession of jerks, “ like water being poured out of a bottle,” 
until checked by a fresh stutter. This jerky mode of speech often persists 
in adul^ life long after all traces of the original stutter have disappeared. 
The impediment is notoriously worse when the stutterer is nervous or 
hurried, as when getting a railway ticket; it is also worse when he is in 
bad health. It is a characteristic of stutterers that they will always 
persist in their efforts to pronounce the difficult letter, and will never 
substitute a more easily pronounced synonym, even if it be suggested by 
a bystander. 

Stuttering is very rare with vowels, and is most commoif with the 
explosive consonants, p, h, t, d, g, k. Not infrequently the stuttering 
appears to b8 induced by nervousness because of a tendency to lisp on 
some letter which follows the initial letter. Several patients always 
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stuttered on the letter if the w'owl sub8e</ueutJ^ contained an ,• 
rrA/eA tie/ pronounced as w; and the stutter quite disappeared when, by 

diligent practice, they had learned to pronounce the r with facility. A 
clergyman became incapacitated for Avork becaiiaS he stuttered at the 
beginning of any word, such as behold, which contained an h, owing to 
nervousness lest he should omit the aspirate. 

In the majority of cases the patient remains silent during his attempt 
to speak; but occasionally he manages to ,pronounce the letter, and con¬ 
tinues to repeat it, speaking, for instanee, of a b-b-b-ath, b-b-b-un. This,- 
hoAvever, is more common in anecdote than in real life. Oceasionally 
the impediment is aggravated by the occurrence of associated sounds with 
the stutter, the patient emitting unpleasant little whoops, grunts, or 
whimpering sounds during his efforts to speak. Net’infrequently these 
noises are “tricks” that were used, in the first instance, to correct a 
stutter, and then became grafted upon it. A patient finds, for instance, 
that by drawing his breath and starting again he can avoid stuttering on 
the difficult consonant; but in doing this there is great danger of 
A'ocalising with the short inspiration, and giving rise to a little whoop or 
crow (the “drawback phonation” of Wyllie), which is interpolated in his 
conversation, and may persist long after the stutter has been conquered. 
In some published cases a meaningless syllable or word, such as “ hedera,” 

“ nana,” etc., is interpolated in the same way, and is very difficult to get 
rid of. 

In other cases there are associated movements which are even more 
trying to bystanders than the sounds, but are fortunately infrequent. 
They are usually confined to facial contortions, or to a sudden jerk of 
the head; but occasioKally there are violent gestures of the arms. In 
one case the whole body became rigid, and was slowly rotated, with 
the face upturned, the spasm suddenly ceasing when the word was 
ejacidated. The movements in this case, and in others which have been 
reported, boro a superficial resemblance to the beginning of an epileptic fit, 
and confusion is specially apt to arise when the face and heck of the 
stutterer become congest^ during his violent expiratory attempts. 

Method of investigation of a case. —The chest of the patient should be 
uncovered, and he should be made to read aloud from an unfamiliar prose 
book. As he reads, any faults of the respiratory movements should be 
noted, and any associated movements of the face or limbs ojjserved. 
Attention should be closely given to the character of the stutter, and a 
mark should be made under each word at which ho hesitates. It will bo 
found that, as a rule, a few initial letters only give trouble, the rest being 
articulated without effort. The difficult words should be compared, to see 
if they have some common character, such as the inclusion of some letter 
which the patient habitually pronounces with a lisp (vide supra). 

ProgrAosis.—In most of the cases there is a tendency to spontaneous 
cure. The prognosis is worst in persons of a nervous and sensitive 
temperament. Recovery is hastened in all cases by systematic intelligent 
exercise. 
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Treatment. —There is no royal road to recovery for stutterers. 
Although the plan of treatment has to be varied for each individual case, 
the common feature o^ all is intelligent, regular, long-continued practice. 
The various mechanical contrivances which have been devised are seldom 
of the slightest value. These have been largely inspired by the tradition 
that Demosthenes was a stutterer, and cured himself by shouting with 
pebbles in his mouth. He certainly had some impediment in his speech, 
but most probably it was rathdr of the nature of a lisp. The other means 
'adopted by Demosthenes, however, are better worthy of recall. He retired 
from society until by patient practice he should have conquered the 
defect, and he shaved half of his head in order to prevent his return to 
his wonted haunt^ until he had succeeded. Surgical operations on the 
organs of speech have proved useless, and occasionally disastrous, as 
might have been expected. 

For checking the stutter daily reading exercises are essential; and at 
first, at any rate, should be supervised by the medical attendant. Where 
this is impossible, a relative, who has been instructed in the principles of 
treatment, should always be present to see that the directions are carried 
out. 

(i.) The chest must be kept well filled with air—a very difficult habit 
for these patients to acquire. 

(ii.) The patient must speak slowly, Avith a full resonant voice, 
enunciating all the consonants distinctly. He must avffid the sing-song 
style into which stutterers often fall, and must try to acquire a deliberate 
rhythm in ordinary conversation. 

(iii.) When he comes to a word on which he tends to stutter, he must 
remember that in order to check it he must diAct his energies, not to 
articulation, as ho instinctively tries to, but to vocalisation. He should 
try to raise his voice as if he wanted it to carry farther. If he stutter on 
one of the “voiced” consonants such as i», he must produce the vocal 
clement of the letter. If the consonant is “voiceless,” as p in piii, he 
must attempt to vocalise the at, and he will find little difficulty in pre¬ 
fixing the p as the at is uttered. 

Gymnastic exercises* are valuable to correct the imperfect filling of the 
chest, which is so common; and singing exercises are partieularly useful, 
they give confidence to the patient, and teach him how to vocaHse more 
effectually. Associated movements are best checked by making the 
patient practise his reading exercises before a mirror, so that he may be 
aware of them himself, and endeavour to suppress them. 

But to obtain very definite improvement considerable time is required. 
Even after a month of diligent practice the patient may have made little 
advance, and be inclined to relinquish the struggle. But, as with learning 
to swim, when once confidence is restored the rest quickly foll(^vs. It is 
therefore a matter of grdkt importance that a boy should be encoumged, 
and protectq^ from the scoffs of his fellows while under treatment. It 
is often of great advantage if he can be taken into the house of a 
medical man for some weefe. 
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'^e general health may require attention, but no drugs have any 
effect in curing this troublesome complaint. 

C 

II. Lisping. —A defect in articulation caused by the indistinct enuncia¬ 
tion of certain consonants, or by the substitution of consonants other than 
the proper one. These defects may be due to deformities in the conforma¬ 
tion of the mouth, or to clumsiness in the use of the tongue and lips. It 
is seen as a normal condition in infants whb are learning to speak, but as 
a rule the difficulty is soon overcome. The most common substitutions in" 
young children are t for h, th for s,f for th, and r for w. In a few persons 
the defect persists to adult life and forms a personal characteristic. The 
most common defects in adults are inability to roll the r sound, with a 
tendency to substitute w, and the substitution of A or th for s. Lisping 
is often acquired by affected adults, and paraded as evidence of superior 
breeding. Some years ago w was substituted in this way for r, and at the 
present day many persons affect an inability to pronounce the final ng, 
and substitute n. 

The diflSculties met with in infancy are again encountered in learning 
a foreign language. For a long time certain consonants present very 
great difficulty, and may never be spoken with facility. The difficulty of 
the ordinary Frenchman -with the English th, and of the Englishman with 
the German gutturals, are cases in point. Not infrequently the difficulty 
is insuperable, and the peculiarity of pronunciation becomes a national 
characteristic. During the “ Bread and Cheese Riots ” in London, in the 
reign of Richard II., the mob attempted to exterminate the immigrant 
traders and skilled workmen from the Hanse Towns, by surrounding the 
streets in which they lived, and putting to death all who pronounced the 
words “ bread and cheese ” with an accent. The use of the test word 
“ Shibboleth ” during a struggle between some Jewish tribes affords 
another example. 

Diligent practice alone can overcome the difficulties in the pronuncia¬ 
tion of the consonants in our own or in a foreign language; but this may 
be facilitated by a knowledge of the correct positions of the tongue or 
lips. The teacher must be familiar with them himoclf, must show them to 
the patient, and then get him to imitate him. 

III. Idioglossia. —This name was given by the late Dr. Hadden to a 
very severe form of lisping, in which the patient’s speech is so altered 
that he seems to be speaking in a language of his own. On carefully 
analysing the words, however, it is found that many of the letters are 
not pronounced by the patient, who substitutes for them others, most 
usually t, d, or n. 

A goqd illustration is the example of a boy under my own care 
who thus repeated the Lord’s Prayer:—“Onfe Tahde na ah in edde, 
anno de Di na, I tidde tah, I du de di on eet a te e eddq te ut te da 
oue dade ded, e didde oue tetedde a ne ahdin to te tetedde adase ut, ne 
no te tetate, ninne utte enu, to I ah te nini, poue e dordy, to edde e 
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edde, Am6.” Strange aa this looks and sounds, it wiU’be found that there 
is method in it. The patient was unable to pronounce many of the con¬ 
sonants, and substituted for them t, d, or n. 

The condition cannot bo very rare, as fifteen cases have come under 
my own notice. Aa with stuttering, about two-thirds of the patients 
are males. They are usually bright and quick, and, as they have great 
facility in commimicating their ideas and ivishes by facial expression and 
pantomime, they take little pains themselves to overcome the defect. The 
peculiarity of speech is usually present from the time when the child 
begins to speak, and it tends to disappear after the age of eight, if the 
child realises the inconvenience of the defect, and takes pains to overcome 
it. In all the cas& seen by myself there was a well-marked neiuutic family 
history. One patiftit had had an attack of left hemiplegia in infancy, 
from which he had completely recovered; another was suffering from 
valvular disease of the heart. None, except the first mentioned, showed 
any indications of organic disease of the brain. 

The auditory word-centre appears to be perfectly normal, since the 
children learn quickly to understand what is said. There seems to be 
some imperfection in the training of the motor centre in the frontal lobe, 
which, as Dr. Bastian has shown, is trained through the medium of the 
auditory centre; but of the exact nature of the irregularity we are at 
present ignorant. 

On carefully testing the patients with the sounds given in the 
physiological alphabet (p. 449), the exact sounds which arc defective and 
those which are substituted for them will be demonstrated. The 
posterior linguo-palatals k, g, and next to them /, v, and r, are most 
frequently affected. The labials and linguo-dentils nearly always escape. 
The average number of consonants which twelve patients failed to pro¬ 
nounce was eight; and several others, which could be pronounced as 
initials, present^ #,n insuperable diflBiculty when they occurred as final 
letters. In rapid automatic speaking they almost all substituted t ov d\ 
the former for voiceless, and the latter for voiced consonants; when 
speaking slowly and with care, the substituted sounds are more varied. 
The vowels have not b#en affected in any of the recorded cases. 

Treatment.—It must be remembered that when once the child has 
become accustomed to express his thoughts by these erroneous sounds, it 
is as difficult for him to express them in our way as to acquire a foreign 
language. And just as it is important on going abroad to learn a foreign 
tongue to keep from the society of one’s fellow-countrymen, and to 
avoid speaking English, so it is most desirable that the patient shall be 
isolated from those who have learned to translate his jargon. He should 
be sent away from home if possible, and his training undertaken by a 
relative or some skilled teacher—preferably some one accustomed to 
instruct deaf mutes in speaking; or he may be sent to a sch(fi>l for deaf 
mutes. The teacher must show him the exact position of Mihe ton^e in 
the pronunciation of the various consonant sounds, and get him to 
imitate it. At first only the consonant sounds themselves should be 
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praqt^ then syllables; but the patient shoidd not try to pronounce 
worfflland sentences until considerable facility m the enunciation of the 
simple sounds has been acquired. In severe OMes this takes several 
months; in slighter cases much less. The progress depends largely on 
the earnestness with which the patient enters into the exercises, and also, 
of course, on the patience and capacity of the teacher; but the ultimate 
results are usual} r most satisfactory. 

W. S. COLMAN. 
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CONCUSSION OF THE BRAIN 

Although the more severe cases of concussiop of the brain come 
immediately under surgical treatment, a large number of the slighter 
cases, escaping treatment altogether at first, in the course of a few days 
after the accident fall into the hands of the physician in consequence of 
symptoms which are set down by the patient to causes unconnected with 
the injury, to which, however, they are really due. Indeed, my own 
experience tends to show that medical men are not always alive either to 
the importance of these symptoms, or to the relation which they bear to 
an injury which in some instances may have appeared to be trivial. This 
want of vigilance appears to be due mainly to the persistence of the teaching 
of most of •'the surgical text-books, which insists tupon pronoimced loss of 
consciousness os a necessary symptom of concussion of the brain. With¬ 
out ignoring such points as may be usefully discussed in relation to concus¬ 
sion of the brain generally, it is my intention to deal more especially with 


CQ^^CUSSrON OF THE BRAIN 


457 


the minor cases. For this no apology is oiFered, since it is certain that the 
apparently trivial nature of some of these cases leads finally, for reasons 
which wiU become mwifest, to their proving of more importance than 
many of those cases which are attended immediately upon the occurrence 
of the injury by much graver symptoms, as, for example, by prolonged 
unconsciousness. . 

The consideration of the subject must of necessity be from a purely 
clinical standpoint, seeing tliat in the conditions dealt with in the 
present article opportunities for pathological investigation are rarely if 
ever forthcoming. 

For practical purposes cases of concussion of the brain may be 
classified as folloiifr^ :— 

1. Those in w^ich unconsciousness, following immediately upon 
injury, lasts for a period of one hour and upwards. 

2. Those in which unconsciousness persists for periods varying from 
a few minutes to an hour. 

3. Those in which the loss of consciousness occupies a few seconds 
only. 

4. Those in which no loss of consciousness occurs at all. 

Classes 1 and 2 represent the severe forms of concussion as described 
in the various text-books, and, by reason of their grave and unmistakable 
symptoms, are sure of immediate treatment. Classes 3 and 4 are the 
milder forms which, in consequence of the slightness of the symptoms, 
frequently escape treatment altogether in the first instance ; especially as 
unconsciousness is very transient or entirely absent. Hence cases of this 
class, merely from primary neglect on the part of the patient, or from 
failure on the part of the practitioner to appreciatefthc possible importance 
of the condition, may in the end have far graver residts than the severe 
cases in which treatment as a matter of course is rigidly enforced from 
the beginning. • 

Loss of consciousness, as such, is no necessary concomitant of concussion 
of the brain. Injury, if sufiiciently severe, will cause complete uncon¬ 
sciousness for periods varying from minutes to hours or days. Many 
cases, however, occur, ^hat with no less acciuacy may be described as 
examples of concussion, in which, the injiu-y being slight, the loss of con¬ 
sciousness may either be so transient as to escape notice altogether, or 
may not occur at all—a feeling of being “ dazed ” or confused for a few 
moments being all that the patient notices, excepting perhaps a temporary 
sensation of giddiness. 

In these milder cases the symptoms are at times mistaken for indica¬ 
tions of “biliousness,” or of other ailments with which they are not 
really connected; their true cause being ignored or overlooked. Such 
cases are therefore of much interest, and, considering the serious nature 
of their occasional issue,* have not received the general attention they 
merit , 

The degree of loss of consciousness or brain confusion in concussion 
depends mainly upon the severity of the injury; and in severe cases the 
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whol^ cranial contents are of necessity more or less uniformly shaken and 
jarred. In the slighter cases, however, not only is the loss of conscious¬ 
ness merely partial or altogether wanting, but, it appears from my 
own experience, the concussion need not necessarily affect the whole of 
the intracranial nervous apparatus, but may be limited either to the 
cerebnim proper, or to the medulla and pons with their connections lying 
in immediate relation to the base of the skull, especially to the basilar 
process. It also appears that the symptoms arising in concussion of 
these two portions of the brain in cases of slight injury differ sufficiently 
to justify their separate consideration imder the heads of concussion (a) 
of the brain proper (cerebrum), and (6) of the parts extending from the 
mesencephalon above to the cerebro-spinal junction bel9w. 

The situation of the intracranial damage seems l!b be determined by 
the kind of injury received. Direct blows on the skull—as, for instance, 
from a hammer, or a projecting branch of a tree—are followed by con¬ 
cussion of the brain proper; whilst indirect injury, such as may occur in 
falls on the buttocks—the tmnk being at the same time vertical or nearly 
so—may be followed only by damage to the parts immediately above 
the cerebro-spinal junction, the latter kind of damage being consequent 
on the jamming of the parts against the bony surface, with which they 
lie in contact, by the sudden impact of the heavy structures above, at the 
moment when the body is arrested in its fall. I am aware that exception 
may be taken to the possibility of differential concussion of portions of 
the intracranial contents in the manner suggested; but it is, I believe, a 
fact, which admits of no denial, that the two kinds of injury (direct and 
indirect) produce symptoms which are so far distinct from each other 
as to be easily recognisable if a little care be used in their investiga¬ 
tion. 

It will bo found further, in many instances of severe concussion with 
profound unconsciousness, that the symptoms after tho reactionary stage 
mil by degrees conform to tho type characteristic of damage by direct or 
indirect injury, as the case may be. The appreciation of the difference 
in the symptoms of these two conditions is of small importance in rela¬ 
tion to treatment, since all cases of concussion <mu8t be managed upon 
the same principles; but in the matter of prognosis it is of considerable 
moment, as will presently be shown. 

Concussion from direct blows on the Cranium —(Concussion of 
Cerebrum).—After a direct injury to the skull, if the violence be 
sufficiently great, the ordinary symptoms of concussion with profound 
unconsciousness must follow immediately. In the slighter cases, when 
the loss of consciousness is very transitory or altogether wanting, no 
symptom ^may follow directly upon the injury sufficient to attract the 
patient’s attention, or at all events to lead him*to seek treatment at the 
hands of a ihedical man. Sooner or later, however, afteiv.the lapse of 
a few hours or perhaps of days, symptoms almost always arise which 
lead to the summoning of advice, although they may not then have 



CCWCUSSIOI^ OF THE BRAIN 


459 


any connection in the mind of the patient with the apparently trivial 
accident met with a short time before. 

Symptoms.—^The ^rst symptom to attract attention is usually pain, 
with or without giddiness, nearly always associated with restlessness and 
constipation; a combination which leads the patient to suppose that the 
trouble is due to ‘i biliousness.” Careful examination at this stage 
elicits the following symptoms:—Pain, giddiness, a general feeling of 
sensitiveness about the cranium, an unnatural aspect of face, a dis¬ 
tinctive character of pulse and a peculiar mental mood. The pain is 
more or less acute, extending over the vortex and across the brow ; it is 
increased by movement, and is worse after taking solid food. The giddi¬ 
ness bears a direc\ ratio to the amount of pain, and is influenced by the 
same conditions. The peculiar facial expression, although not always suffi¬ 
ciently well marked to attract attention upon superficial observation, is 
nearly invariably present ; it is difficult to describe it better than by saying 
that the patient has a dazed and sometimes half-frightened look. The 
pupils as a rule are irritable; but they may be sluggish, and then are often 
unequal: photophobia, in a minor degree, is not infrequent. The symptom 
which never fails in constancy and quality is a peculiar character of the 
pidse which is common to every case of concussion of the brain, severe or 
slight; and is never absent, excepting temporarily during the reactionary 
stage, in very severe cases with profound unconsciousness. This pulse, 
when felt by the finger in the ordinary way, seems fairly good, and at 
first perhaps suggests nothing worthy of note; it comes up quickly under 
the finger and seems sufficiently strong; but the slightest pressure reduces 
it to nothing ; it is extraordinarily compressible—the phrase “ action 
without power ” fairly describing its character. Ifl cases of the class under 
discussion this peculiarity of the pulse may be the first symptom to attract 
attention, and the last to disappear; the rate varies from 70 to 100 per 
minute, and the teadency is to rapidity rather than the reverse. The skin 
is warm to the touch and inclines to dryness; very rarely is there any 
unnatural moisture. Intra-ocular changes (choked disc) occasionally occur, 
but ai-e temporary: the reflexes (knee-jerk, etc.) are generally unafiected. 

Wasting of the muscles occurs, especially of those of the extremities, 
and is much more manifest if the patient is kept to bed; but it does 
not, as a rule, exceed in degree that which may naturally be produced 
by disuse. 

The mental mood inclines to irritability and antagonism; the patient 
resents the restrictions necessary for his proper treatment, and tends to 
become over-critical, and sometimes suspicious of those about him. 

Concussion feom indirect injury —(Concussion of the parts im¬ 
mediately above the cerebro - spinal junction).—Indirect ^injury, if 
suflSciently violent, as in%he case of direct blows, will cause general con¬ 
cussion with«profound unconsciousness, varying in degree wfth the extent 
of the damage. 

In the slighter cases the immediate result of the injury is frequently 
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no more than a very temporary mental confusion without loss of conscious¬ 
ness. These apparently trivial cases are again, as in the milder forms of 
those resulting from direct injury, of great importance, as the insignificance 
of the initial symptoms sometimes leads to neglect. 

After the passing away of the mental confusion at the moment of 
the injury the patient so far recovers that he is not usually led to 
seek advice until some hours, days, possibly a week or even a fortnight 
later; when pain and feelings of general (depression call attention to an 
unsatisfactory condition of health, which is commonly attributed to gout' 
by the patient himself, and sometimes even by the medical practitioner. 

Symptoms.—The main symptoms elicited at this stage are—pain, a 
general feeling of heaviness about the head, restlessnc^ at night, sweat¬ 
ing after slight exertion, the peculiar pulse, evidence of rapid muscle 
wasting, and a pecidiar mental mood. 

The pain is dull and limited to the iiarts almut the occiput and nape 
of the neck; very rarely does it extend above the occipital region: with 
the pain and limited to the same area is a feeling of heat, which is often 
so much in excess of the pain that it is the only discomfort referred to. 
The head is held somewhat stiffly, and is as a rule bent a little forwards. 
The parts below the occipital protuberance and about the nape of the 
neck are frequently too sensitive to the touch. The expression, beyond 
suggesting fatigue, is natural. Photophobia is rarely present, but muscse 
are often complained of, and “singing” in the ears frequently causes 
annoyance. 

The feeling of heaviness is general and amounts at times to an uncon¬ 
trollable lethargy. With this is a peculiar mood of mental apathy; the 
patient feels ill, but does not resent his illness, and shows no great 
desire to escape from it; subsequently there is a strong inclination to 
lapse into contented invalidism. The pulse is of the character already 
described, and inclines to infrequency, sometimes slowing down to 30 
beats to the minute. In a cabman recently under my care in St. George’s 
Hospital the pulse-beat fell to 28 in the minute. In some cases this 
slowness of pulse becomes practically permanent. The temperature 
remains nearly normal, as a rule ; if any change occur, it is usually to fall 
below the normal. The urine sometimes contains sugar. The sweatings 
are fairly constant and characteristic; they follow any, even slight, exertion, 
and are always ushered in by the feeling of heat about the back of the 
head already referred to; at night they occur spontaneously and ai-e 
profuse, coming on generally as the patient awakes from sleep—especially 
if a change from the lying-down to the sitting-up position is rapidly made. 
General muscular wasting is remarkable, and sometimes so rapid as to 
become very marked in a few days; it occurs whether the patient be con¬ 
fined to bM or not, and in the former case is altogether in excess of that 
which may come of mere disuse. As the rf]E)petite is usually good, 
and sometimfes voracious, adiposity often rapidly follows the muscular 
wasting. 

The reflexes (knee-jerk, etc.) are not afiected, as a rule; the knee-jerk. 
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however, somelimea inclines to slight exaggeration, and in rare cases may 
be very excessive. 

Comparison of the symptoms described above, as resulting from direct 
and indirect injury of the milder sort, indicates distinct differences which 
can hardly be mistaken in exemplary cases. It is clear, however, consider¬ 
ing the great difference in the degree of violence and in the conditions 
under which it is inflicted in different cases, that in many instances 
(indeed, in the majority) the sj^mptoms must at first so much overlap one 
another as to lose their distinctive characteristics; although, as has already 
been stated, they tend strongly, as the condition of the patient improves, 
to conform to one type or the other. The importance of this fact in 
prognosis is considerable. The resemblance of the symptoms, in the 
milder class of cjfsas, to certain forms of illness from liver disturbance, 
gout, and the Uke, requires no analysis here. It may, however, be excus¬ 
able to suggest the wisdom of paying more attention to the possibility of 
some slight injury of the head as the cause of illness associated with 
vague, ill-dehned pain and discomfort about that part, rather than to 
assume at once that the symptoms have some gouty or dyspeptic origin. 
I have less hesitation in suggesting this somewhat obvious precaution, as 
cases of the kind have come under my personal observation in which 
symptoms clearly due to an injury, too trivial to attract the patient’s 
immediate attention, were considerably aggravated by the treatment for 
gout—including in one case a visit to Aix-les-Bains and other European 
“ watering-places ”—which could hardly have been advised had the recent 
injury been known to those concerned in treating the patients. The 
association of the peculiarity of pulse described, with a history of injury 
to the head, however slight it may appear to have been, should leave no 
room for a misapprehension of the nature of the case. 

Prognosis.—The prognosis, with regard to the life of the patient, 
in severe concussion of the brain depends, in the first place, upon 
the gravity of the injury and the degree of shock; and, secondly, upon 
the efficacy, or the reverse, of the treatment carried out. Comparatively 
few cases of concussion alone prove immediately fatal (from shock); but 
gross organic brain lesions, such as laceration or haemorrhage, may cause 
death, either immediately or very shortly after the accident. If a rapid 
rise in temperatiu'e and pulse-rate occur, danger to life may also arise 
in seveje cases during the stage of reaction, the cause of detith in these 
circumstances being generally acute meningitis; but acute meningitis is 
rare in concussion without fracture of the skull, or some gross lesion of 
the brain or membranes. In young and delicate subjects tuberculous 
meningitis may supervene, and cause death in cases in which the 
temperature has been high in the reactionary stage j this result, however, 
rarely happens unless the tuberculous tendency is strong. 

In simple concussioi^ the gravity of the case increases sl^p by stejp 
with the period during which profound unconsciousness lasts; and it is 
undeniable ttat recovery from profound insensibility is more rapid, and 
the stage of reaction less severe, in cases complicate wth scalp wounds 
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which give rise to free bleeding; a fact which has an important bearing 
upon treatment. The vomiting which ushers in the stage of reaction 
is usually salutary, but in very severe concussion in feeble subjects 
it may be followed by syncope and fatal collapse. ‘ The progress after the 
stage of reaction depends almost entirely upon the efficacy of the treat¬ 
ment. However severe the case, complete recovery may be reasonably 
anticipated under proper management; provided, of course, that no 
gross organic lesion exist. On the oth^r hand, if the treatment be 
inadequately carried out, the recovery will be partial; the defect in 
recovery depending upon the want of proportion between the treatment 
and the gravity of the case. A very severe case treated adequately will 
be more likely to end in complete recovery than a comparatively mild 
one imperfectly managed j the commonest cause ofc fmperfect recovery 
being the return of the patient too soon to the ordinary habits of life. 

In the milder cases no immediate danger to life arises, but it is 
common for the recovery to be only partial, and this on two accounts:— 
(i.) the neglect of all treatment at first; and (ii.) the failure to continue 
the proper restrictions long enough. The first of these causes is the 
more important, because treatment is sometimes neglected until the 
patient is beyond the stage in which complete recovery in the full sense 
is possible. Complete recovery means the return of the patient to the 
normal condition of health in all respects; partial recovery includes 
every degree, ranging from helpless chronic invalidism, or mental derange¬ 
ment, to a state so near the normal condition of health that the only 
s 3 nnptom detectable may be the persistence of the peculiarity of pulse 
described earlier in this article. Slight cases of concussion, if treated 
properly at once, invariably end in complete recovery; but neglected 
cases of this class afford the majority of imperfect cures. A certain 
number of slight cases do undoubtedly end in recovery without any 
treatment at all, but this number is very small indeed; in nearly aU the 
apparent recoveries after neglect of treatment some trace of the damage 
shows itself sooner or later. The patient is rarely quite restored to the 
same condition as before the accident; age advances prematurely; energy 
is to some extent lost; tastes change, and peculiarities, sometimes of an 
objectionable kind, appear which are quite foreign to the original dis¬ 
position of the individual. 

Speaking generally, it may be considered that in cases in which 
irritability and antagonism are amongst the early symptoms ^that is, 
in the type of case described under the head of concussion from 
direct injury), the results of imperfect recovery tend to the mani¬ 
festation of vicious peculiarities, such as ill temper, criminal inclina¬ 
tions, insanity, and proneness to suicide. On the other hand, in 
cases like those described under the head of concussion from indirect 
injury, in^ the earlier stages of which all syniptoma of resentment or 
annoyance ana conspicuous by their absence, the patients are prone, when 
recovery is incomplete, to sink into contented invalidism i^th a melan¬ 
choly tendency, to become gray early and prematurely aged, or to assume 
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entire indifference to calls of business or duty. These patients display no 
vicious inclination, nor any sign of lunacy or suicidal tendency; but they 
seem incapable of applying their minds to any useful end. A curious 
form of partial recovrty, which may occiu* in any case of concussion, is 
that in which, while the health is generally good, the patient completely 
changes in disposition, sometimes in a most striMng manner. It is not 
unlikely that amongst certain classes neglected cases of slight concussion 
are more responsible for indifferent health, lassitude, and appai’ent indo¬ 
lence than is commonly suspected. The occurrence of temporary glycosuria 
in some of these cases is a symptom which does not appear to affect 
prognosis; it would, however, be a matter of great interest to determine 
whether injuries of the brain, in which glycosuria follows immediately, 
dispose to the occftrrence of diabetes at a later date. 

Treatment.—The treatment of all cases of concussion of the brain, 
whether they be severe or slight, may conveniently be dealt with in three 
stages: (i.) immediately after the injury; (ii.) during the period of 
reaction; (iii.) during the period subsequent to the reaction stage. 

In a general sense, it may be held that incompleteness of recovery 
in slight cases depends for the most part upon inadequate treatment 
immediately after the injury; and, in "severe cases, upon imperfect 
management during the period subsequent to the reaction stage. 

(i.) Treatment immediately upmt the receipt of injury .—Absolute rest in 
bed is the first essential indication; and a mercurial purge should be given 
at once, 6 grains of calomel (in adults) sprinkled on the tongue being the 
most effectual, and, indeed, in profound unconsciousness, almost the only 
practicable means of attaining the desired result. The nourishment 
should be sustaining and of a fluid kind; alcohol is inadmissible unless 
indicated by special symptoms. In severe cases no difficulty, of course, 
arises in the treatment of the early stage; but in the slight cases, where 
the loss of consciousness or mental confusion is very transient, leaving 
the patient for tlie time being apparently well, great and sometimes 
insuperable difficulty is met with in inducing the injured peison to 
submit to the restraint and inconvenience which adequate rest entails. 
Nevertheless, it is impossible to over-accentuate the importance of im¬ 
mediate rest, even in tlie slightest cases; for it is upon this immediate 
quiet that the ultimate issue of the case almost always depends. 
Although sometimes it may be impossible to induce the patient to 
pursue *the proper course, the practitioner has at all events no further 
responsibility if his advice is ignored, or followed imperfectly. 

Obvious as the indication may appear, I make no apology for m-gently 
insisting upon the necessity in these mild cases for complete rest at 
once, or as soon as possible; from my own experience it is clear that 
there is a conviction amongs^ not a few practitioners, that in such 
apparently trivial cases qpthing is necessary beyond free ptirg^ion, a low 
diet for a few days, and a temporary abstention from alcoholf with perhaps 
some very effort and incomplete rest—a line of treatment which directly 
favours incomplete recovery in its various degrees. 
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(ii.) TreaimetU during the period of reaction. —In severe cas*es the nlitBa ie fll 
means, as described in the text-books, are still the main indications; that 
is to say, a continiiance of complete rest, a low diet, and gentle purgation. 
A comprehensive discussion of the treatment of tile complications which 
may arise at this stage—such as vomiting, rise of temperature, increase 
of pulse-rate, headache, and sleeplessness—is beyond the scope of the 
present article. The following points, however, are worthy of special 
attention: there is, as I have already S£^id, no doubt that the severity 
of the symptoms in the reaction stage is, other things being equal, less in 
cases in which bleeding occims from wounds received at the time of 
injury. It is equally certain from my experience that all symptoms 
during the period of reaction are diminished by a moderate blood-letting 
(say gvj. or sviij.) at its onset; this operation maf safely and with 
advantage be practised in all cases in which there is distinct incr( tse in 
pulse-rate or blood-pressure with or without rise of temperature. lipeed, 
I have good reason for believing from practical experience that, e\^n in 
cases in which the symptoms of reaction are less marked, a small abstrac¬ 
tion of blood by venesection is advantageous. One thing at least is 
certain, that nothing is so effectual in removing the headache, which is 
often met with at this stage, as the application of two or three leeches 
behind the ear, or to the nape of the neck. 

It is interesting to note the difference in the estimation, by different 
surgeons and at various hospitals, of the value of the application of 
extreme cold by means of the ice-bag, or Leiter’s tubes, in the treatment 
of concussion of the brain. Some years ago at St. George’s Hospital the 
application of the ice-lxig was a routine treatment in concussion cases, 
the head having been jK-eviously shaved. At the present time this treat¬ 
ment is altogether exceptional, in fact it has been discontinued. So far 
as my observation goes, the effect of cold is negative; for in a careful 
comparison of cases treated by (a) the ice-bag or Leitqf’s tubes, (J) by hot 
applications, and (c) without any local application to the head, it was found 
that the progress in parallel cases was step by step the same; and that if 
any material relief to pain or discomfort were afforded it was by the 
application of heat rather than of cold. There appears to bo no objection 
to the discreet use of any sedative or narcotic, excepting morphine, which, 
unless called for by special circumstances, should be avoided. 

Upon the treatment of the stage of reaction in the slight c^ses it-is 
unnecessary to dwell, since the period of reaction, although it occurs in 
all such cases, is in them so slight or transitory as to be hardly notice¬ 
able. In fact, the treatment of all the slight cases may be said, for 
practical purposes, to begin with the stage subsequent to reaction; 
especially as these cases are rarely seen by the practitioner until the period 
of reaction has passed. 

(iii.) treatment during the period subsequent mto the stage of reaction .— 
Upon the teranination of the stage of reaction the complete rest, and modi- 

diet (beef-tea, soup, milk, and the like) must be continual for a time, 
which necessarily varies in different cases. Upon the discretion of the 
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practitioner in the management of diet, and in the selection of the proper 
time for discontinuing complete rest, the recovery of the patient for the 
most part depends. In this connection the principal points requiring 
consideration are the fbllowing:— 

A. The time for the return to solid food. 

R The time for discontinuance of complete recumbent rest, and the 
time when the patient may be allowed to leave the bed and by degrees 
resume the habits of ordinary life. 

. A. Tht return to solid food. —Solid food should not be allowed until 
convalescence has fairly set in; and, in determining the time for making 
the change from a liquid to a solid diet, the condition of the pulse and the 
facial expression are the sole trustworthy guides. As soon as the dazed, 
vacant, or frightedei look has left the face, soft solid food, such a,s boiled 
sole or whiting, may be given in small quantity; the recumbent position 
being strictly maintained, and the effect carefully watched. If, after food 
of this kind has been taken for three or four days, or in bad cases for a 
week or ton days, no ill effects follow in the form of dyspepsia, giddiness, 
headache, increase of pulse-rate, or rise of temperature, the same sort of 
food should be continued, the patient whilst eating being allowed to sit 
upright in bed. Should none of the ill effects mentioned then appear, 
white meat, such as chicken, may be allowed and continued for some 
days, when, if still no adverse symptoms arise, ordinary diet may by 
degrees be resumed. 

If in alteiing the kind of diet in the manner indicated any of the 
symptoms mentioned supervene, the former diet should be resumed for a 
time, which must be determined to some extent by the severity of the 
unfavourable s 3 anptoms recurrent. •• 

The period which intervenes before solid food can be taken with 
comfort necessarily varies according to (a) the severity of the case, and 
(j8) the degree of ,the efficiency of the treatment adopted immediately 
after the injury; a period which may vary from a few days to months. 
In all cases it is necessary, upon the resumption of ordinary diet, to insist 
upon moderation j as. it is a singular fact that after some of these injuries 
a most voracious appetite is awakened, which, if allowed to be indulged 
imchecked, may le^ to untoward complications. 

B. The time at which the patient may he safely aUoroed to leave the bed, and hy 
degrees resume the ordinary habit of life. —As soon as solid food can be taken 
without giving rise to any symptom of discomfort, or without producing 
any change in the pulse or temperature, permission may be given for the 
patient to leave the bed for a short time daily. In allowing this freedom, 
it must not be forgotten that it is, as a rule, most difficult to induce a 
patient to return to recumbent rest; it is therefore important that this 
permission should not be given too soon. Speaking generally, no patient 
should be allowed to leav« the bed until the pulse has resum^ fts normal 
character. The progress toward complete liberty of action ornthe patient’s 
part must of bourse be gradual; the occurrence of vertigo, and especially 
of sweating, are certain indications that too much is being done, and 
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whether they occur singly or together, should always be regarded as 
important warnings. If slight exercise is followed by no abnormal per¬ 
spiration or other easily appreciable discomfort, it is generally safe to 
conclude, if the pulse is normal, that recovery will 'follow in the ordinary 
course. 

In certain cases, which at their onset have been neglected, it will 
be found that the pulse permanently assumes the morbid characters 
described, and tends to become intermittenit; in such cases, although an 
attempt to resume the ordinary habits of life must sooner or later be. 
made, complete recovery rarely follows, the incompleteness of recovery 
varying from slight mental inertia, or slight loss of memory, to un¬ 
mistakable dementia. The discussion of the various remote phases of 
partial recovery are beyond the limit of this article, acid in substance will 
be found dealt with elsewhere. 

William H. Bknnett. 


TUBEECULOUS MENINGITIS' 

Definition.—Tuberculous meningitis is an acute disease depending on the 
invasion of the cerebral pia mater by the tubercle bacillus. The results 
of this invasion are the following morbid changes (which vary much in 
relative proportion):—the formation of miliary granulations along the 
sheaths of the vessels of the pia mater, the deposition of inflammatory 
lymph in the subarachnoid space, softening of the brain, acute hydro¬ 
cephalus, fluid exudation into the spinal theca, and the formation of 
miliary granulations in the spinal membrane. These lesions of the 
nervous system are likewise accompanied by tuberculous deposit in one 
or more of the other organs of the body; some of this deposit may be 
contemporaneous with the lesions of the nervous system, but some of it 
is antecedent thereto. 

History of the disease.—Our knowledge of the different anatomical 
characters of the disease, as set forth in the above definition, has been 
slowly won by-successive workers. Kobert Whytt (1768), in his obser¬ 
vations on the “ Dropsy in the Brain,” although he had not rebognised 
the specific nature of the affection, gave an excellent clinical picture of 
tuberculous meningitis ; he insisted on its prodroma, and divided the illness 
into the three stages which, ever since his time, have been accepted. He 
first pointed out the important change in the pulse from quickness and 
regularity in the first stage to slowness and irregularity in the second; 
and that‘’in the third stage the pulse rose tq, “ feverish quickness and 

once more became regular.” The anatomical feature which arrested his 

«• 

^ In preparing this article I have received much help from iiiy friend Dr. Still, Medical 
Registrar of Hospital for Sick Children, Great Ormond Street. 
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ciief attention was the acute hydrocephalus, and by this title tuberculous 
meningitis was long known. 

In 1825 Senn made the important addition that the primary in¬ 
flammation is at the* base of the brain, .and that the pia mater is the 
membrane invaded. The tuberculous nature of the disease was dis¬ 
covered by Papavoine in 1830. He described the tubercles as “plaques ” 
and ^anulations, and indicated their distribution in the meninges, and 
their identity and association jdth tubercles in other parts of the body. 
J’apavoine also made the important observation that granulations might 
exist in the pia mater without giving rise to obvious inflammatory 
reaction. 

Barthez and Billiet advanced the knowledge of the disease enormously, 
especially on the tuberculous side. They assorted that the prodrome are 
the expression of the tuberculous diathesis; they regarded the existence 
of tubercle in organs other than the brain as the most essential antecedent 
condition; they even went so far as to claim as tuberculous meningitis 
cases of fatal brain affection in children in whom no tubercle was detect¬ 
able in the brain, but in whom tuberculous deposits existed elsewhere; 
and ill the typical manifestation of the disease they insisted on the 
multiple pathology which has been indicated in the above definition. 

By degrees the partial convulsions of the second stage of the disease 
were referred to cortical disturbance consecutive to the meningeal 
inflammation. Also the distinction was drawn, by Bendu and others, 
between the temporary paralyses, the pathology of which is not explained, 
and the permanent paralyses of which many examples have been recorded, 
and which appear to depend on more or leas circumscribed softening. 

It was also maintained by Hayem that, in addition to the softening 
from necrobiosis after vascular obstruction, there is a true diffuse, in¬ 
flammatory encephalitis. 

There has been much discussion on the nature of the hydrocephalus 
and the part played by it in the production of the pupillary changes, the 
paralysis and the coma. Some, at least, of the pressure symptoms, which 
originally were referred exclusively to the ventricular effusion, are now 
attributed to a general encephalitis consecutive to the meningeal affec¬ 
tion. Furthermore, the softening of the ependyma and of the walls of 
' the ventricles is now considered to be largely inflammatory, and not a 
mere result of imbibition. 

The*final step, arising out of Koch’s discovery, was that the disease is 
in all cases caused by the invasion of the tubercle bacillus; either by local 
infection through lymphatic paths of which the subarachnoid space may 
be regarded as one, or, more commonly, through the blood-stream in 
ombolic fashion along the distribution of the middle cerebral arteries. 

Causes.—^Tuberculous meningitis is a disease of childhood rather than 
of adult life. It may oc^ur, however, at any age, though widh rapidly 
lessening incidence as years advance. • 

Children %t the period of the first dentition seem to be particularly 
liable to it. Of 100 cases, collected and analysed by Dr. Still, occurring 
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in children under twelve years of age, in which the disease vnu verified by 
necropsy, 48 were under two years old; 83 of the 100 cases occurred 
during the first five years. 

During the first twelve months of life noi^tuberculous forms of 
meningitis are more frequently met with than the tuberculous, but 
in the accompanying table it will bo seen that ten cases of the latter 
disease were recorded. The youngest patient was aged three months; 
but some cases have been reported even ^n younger patients than this. 
It is generally held that after puberty many more females are attacked, 
by tubercle than males; but, so far as tuberculous meningitis in adults is 
concerned, the careful statistics of Seitz indicate that more men are 
attacked than women. « 


Incidence according to Ages in 100 Cases under 12 Years of Age. 
(Collected by Dr. Still.) 


Under 6 Montlm. 

6 Months-1 Tear. 




4-6 Years. 

3 

10 

35 

13 

13 

9 


5-6 Tears. 

6-7 Team. 

7~8 Years, 

8-9 Years. 

»-10 Tears. | 10-12 Years. 

. 

5 

1 

4 

4 

2 

1 • 

1 


Incidence according to Age in 126 Cases between 16 and 60 Years of 

Age. (Seitz.) 


16-20 Years. 

21-25 Years. 

26-80 Years. 

31-85 Years. 

“t ' 

36-40 Years. 

28 

29 

23 

n 

13 







41-40 Yean. 

46-50 Years. 

51-55 Years. 

56-60 Years, 

11 

4 

3 

1 


Tuberculous meningitis has been observed repeatedly in two or more 
children of the same family, and likewise in families of which other 
members fiave suffered from divers manifestati<^ of tubercle. But the 
absence of » tuberculous family history is a fatally delusive argument 
against the recognition of early symptoms of tubercidous mtiningitis. In 
a large number of cases a single child out of a large family may die from 
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tuberciJous meningitis, and no other member of the family show any 
indication of tubercle whatever. A family history of tuberculous disease 
was obtained by Dr. Still in 47 out of 100 cases (that is, nearly 50 per 
cent); but this proportion has no special significance, for almost exactly 
the same proportion can be obtained in the family history of persons not 
suffering from any tuberculous disease. 

Insanity and hypochondriasis have been recorded in the family history 
of some cases of tuberculou# meningitis, especially of the adult cases; 
and it is well known that a large number of insane patients die of 
phthisis. 

There is no Jjuild of body peculiar to tuberculous meningitia The 
disease may attacl| either an adult or a child who is the subject of 
phthisis and presents therewith any degree of emaciation. On the other 
hand, children apparently well nourished, with a fair amount of sub¬ 
cutaneous fat, are frequently attacked. Fair bodily nutrition is quite 
consistent with latent tubercle. 

The common opinion that a large head and especially a prominent 
forehead make a child prone to tuberculous meningitis is quite absurd. 
This was pointed out by Whytt long ago. The reason for the popular 
belief is probably that the large forehead indicates rickets, and that a 
rickety child is more liable to convulsions than a non-rickety one. 

The trend of modern doctrine has been towards the hypothesis of 
the introduction of tuberculous virus from without, especially by way 
of food. From the experimental observations of animal tuberculosis it 
appears certain that tubercle can be induced in the lower animals 
by feeding them with tuberculous material; ai^ it has been held that 
the relatively large amount of mesenteric and intestinal tuberculosis 
found in young children is due to taking tuberculous milk into the 
alimentary canal. This is said to form a focus from which the dissemina¬ 
tion of general tuberculosis, and therewith tuberculous meningitis, may 
take place; but complete clinical evidence, so far as child life is con¬ 
cerned, is not yet forthcoming (etde “Report of Royal Commission on 
Tuberculosis ”). 

It has hitherto beert difficult to prove any direct relation to artificial 
feeding in the tuberculous meningitis of young infants; and it is certain 
that it may occur in infants still at the breast, even though there bo 
no naked-eye evidence of tuberculosis of the mother’s mammse, and 
when she is apparently healthy. It is possible that in such a case 
there is some latent deposit of tubercle in the mother which an injection 
of tuberculin might make manifest, or which at some time after lactation 
might become active. 

The causation of tuberculous meningitis is, strictly speaking, the 
causation of general or local tuberculosis plus the special invasion. It is 
rarely, if ever, primary : * almost invariably some tuberculpus focus of 
earlier date sthan the meningitis can be found. The focus may be a 
localised caseous process in any part of the body, as, for example, in the 
lungs, glands, bones, joints, skin, or generative organs. 
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It is a perfectly legitimate criticism of the recorded cases of tuber¬ 
culous meningitis in which no other tuberculous focus was found in the 
body, that the examination was not sufficiently exhaustive. In many 
cases tuberculosis of glands following simple enlargement from some 
peripheral irritation, such as catarrh of mucous membranes, especially of 
the throat, skin irritation, or carious teeth, forms the starting-point of a 
meningeal tuberculosis. 

In other cases the disease forms pait of a general acute miliary, 
tuberculosis; but here also a primary focus generally exists; and in a 
large number of cases a breaking down of caseous glands seems to be 
the source of general infection. , 

A small number of cases arise by direct exteivsion from a tuber- 
culo\is mass in the cortex of the brain; and a few are associated with 
a caseous process in the middle ear, or with some tuberculous caries of 
other cranial bones and of the vertebrae. In a case of Demme’s 
tuberculous meningitis followed tuberculous ozsena. A curious relation, 
noted in two cases by Henoch, was the occurrence of tuberculous menin¬ 
gitis simultaneously with the abrupt subsidence of some enlarged cervical 
glands: with this may be compared a case, long under my own observa¬ 
tion, in which the sudden retrocession of an extensive eruption of 
phlegmonous scrofulides coincided with the outbreak of fatal tuberculous 
meningitis. There are certain facts which seem to show that in very 
rare cases surgical interference with tuberculous lesions, by the stirring up 
of latent deposits, may lead to discharge of tuberculous material into the 
general circulation, and so induce a general tuberculosis of which meningitis 
is a part. Two exapiples may be given: the onset of tuberculous 
meningitis was observed within a few days after forcible straightening of 
a hip joint affected by subacute tuberculous disease; and, in the other 
case, within a few days after the removal of tuberculous glands from the 
neck. It is held by some surgeons that the scraping Operations on tuber¬ 
culous foci are attended with greater risk of entry of tuberculous material 
into the blood-stream than are complete excisiona 

Tuberculous meningitis has been said to follow erythema nodosum; 
but from the reports it may fairly be asked wheCher, in some of these at 
any rate, the initial lesions were not tuberculous periostitis. 

Of remote causes, the exanthems are the most important; especially 
measles and whooping-cough: the former precedes tuberculous meningitis, 
as also other forms of tuberculosis, with remarkable frequency. It is 
probable that the exanthems not only lay the foundation for tuberculosis, 
but also reawaken any latent deposit: it is noteworthy that many of the 
exanthems are associated with glandular enlargement. 

. Starvation and adverse circumstances probably play some part in the 
caosationsof this as of other forms of tuberculosis. Injury, especially a 
fall on the head, has often been assigned as a cause; it may act as a 
determinant. «• 

Overpressure in education has also been alleged as a factor in the 
causation, but the evidence adduced is not satisfactory. 
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The immediate determining causes of the onset of tuberculous menin¬ 
gitis are very mysterious; it seems likely that any general lowering of 
nutrition, or an irritation in the presence of previously caseating glands, 
by calling tuberculous foci into fresh activity, may determine an attack 
of the disease; but it is often difficult to prove any such sequence. 

Symptoms. —^The onset of tuberculous meningitis is either insidious or 
abrupt. It is insidious in those in whom some latent local tubercle has 
been consistent with moderately good health; it is abrupt in those 
'whom advanced tuberculous disease has brought into a more or less 
emaciated condition. 

The insidious onset is the more common of the two, and constitutes 
what is called tl^ prodromal stage. As this is met with in children it 
may last from two weeks to three months, and is ill-defined throughout. 
The child seems out of sorts, he lies about instead of playing with his 
toys, he sleeps badly, he grinds his teeth and may have night terrors. 
His appetite fails, he loses flesh, and occasionally he vomits, especially at 
night, and without apparent cause. At this stage there may be a very 
foetid smell of the breath, as if from gastric catarrh. The bowels are 
generally constipated. There is nothing uniform about the temperature. 
The dominant features are languor and irritability, the latter being mani¬ 
fested when the child is disturbed. In children of the school age change 
of temper is sometimes observed: a child previously obedient and amiable 
becomes irritable or wilful. He sometimes complains of headache, often 
frowns, and occasionally flushes. In a child over five years of age 
mistakes in speech may be noticed: the speech may be slow and very 
deliberate, as of laboured production; a marked reluctance to answer 
questions may be observed, and sometimes even a taciturnity amounting 
to speechlessness for days and weeks; although when questions are 
asked, the child may answer them. In adults, speech alterations often 
occur. There may be true aphasia, or that delay in answering questions 
which suggests cerebral inertia. A boy, aged about eight years, in the 
prodromal stage of what proved to be tuberculous meningitis, was sent to 
a shop to buy something. He found when ho got to the shop that he 
was unable to ask fop what he wanted. A very young child does not 
generally make mistakes of speech, but is often speechless for a day or 
two at a time, takes no notice of mother or nurse, asks for nothing, drinks 
only when liquid is presented, and sometimes silently passes urine in its 
bed, contrary to its wont. 

The patient often stares and frowns at the doctor, but presents no 
other oddity of manner. It is most important to remember that in 
adults the onset of tuberculous meningitis is sometimes indistinguishable 
from that of hysteria; and the suppression of such initial symptoms by 
douching and electrical applications may ^ve rise to delude hopes. 
Incontinence of urine and faeces, again, associated with strange behaviour, 
occurring in^he prodromal stage in adults, may likewise bb set down to 
hysteria; and many cases of tuberculous meningitis in adults have at the 
onset been mistaken for early mental disease. 
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Delirium is rare in children, but not uncommon in case of adults; and 
in some instances of ear/jr tuberculous meningitis even delirium tremeim 
is simulated. The early headache is much more severe in adults than in 
children. Lethargy, like that in the early days of a severe exanthem such 
as typhus, has been recorded; in such cases there may be prolonged 
retention of urine. 

Children are more somnolent than adults. When the disease super¬ 
venes on some chronic tuberculous illness cvhich has confined the patient 
to bed, the onset of tuberculous meningitis may be unsuspected, until a' 
squint suddenly appears, or a complaint of double vision, or a slight facial 
or upper limb palsy. 

Another mode of sudden onset in tuberculous meningitis in bedridden 
patients is capricious vomiting, apart from cough. '' 

Finally it is to be noted that the supervention of tuberculous 
meningitis on severe or extensive tuberculous disease elsewhere is some¬ 
times quite latent, and not discovered till after death. 

In considering the prodrome generally it will be seen that although 
no one of these symptoms singly is pathognomonic, yet, in reviewing a 
case from beginning to end, their cumulative value is very great. The 
prodroma probably correspond with some dissemination of tubercle; and 
it is a matter of experience that during this vague period some slight 
chronic enlargement of glands in the neck or under the jaw, or some 
impaired i-esonance near the manubrium, although unattended with active 
symptoms, may give a cue to the imminent disease. The invasion 
of tuberculous meningitis Dr. Gee defines as the period at which such 
new symptoms occur as enable us to pass from the uncertainties of 
the prodromal stage, and to declare positively that, from this date at 
all events, the child has sickened with hydrocephalus. But it is fair to 
say that these new symptoms are often no more than exaggerations of 
one or more of the prodroma—such as vomiting, her.dache, or lethargy 
associated with constipation. Of definite new manifestations the most 
striking invasion-symptom, though not the most frequent, is convulsion. 
Such invasion-convulsion, when succeeding the pr^roma, is in most 
cases general or bilateral; it is either a generalised rigidity with pallor 
and loss of consciousness, or it is divid^ into tonic and clonic stages 
afiPecting both sides of the body alike. From this period the disease has 
been divided into three stages, namely (a) the stage of irritation—referred 
to the meninges and cortex; (b) the st^e of pressure—referred to the 
ventricular effusion; (c) the stage of relaxation and paralysis—^referred to 
extension to the m^ulla oblongata (Traube). 

But the symptoms of the firat stage overlap those of the second, and 
the most satisfactory method is to consider each symptom separately as 
follows 

Facies. —In the earliest stage the face sho^s nothing more than the 
frowning; bdt after the invasion there is often at times a^ vacant stare, 
with pupils dilated, and the eyes fixed on some distant object—“ the far- 
off look,” as it has been called. The flush of the cheeks, which in the 


TUBERCULOUS MENINGITIS 


473 


prodronud stage was occasional, becomes more persistent, and is some¬ 
times accompanied bj a scarlet suffusion over the rest of the body, and a 
blotchy erythema of the palms. The tache c4r4brale, or red flush elicited 
by stroking the skin, wough by no means peculiar to this disease, is very 
frequently obtainable. In some cases a white streak appears before the 
flimh. In the late stage any part of the body flushes if subjected to pressure. 

During the prodromal and early stage of the disease the is dry 
and harsh; but in the last forty-eight hours it is often bathed with sweat. 

*. DeeuhUua is very characteristic: quite early in the disease the child 
lies persistently on one side; if turned on its back or face it turns back 
on its side at once and lies with its knees flexed on the abdomen, and 
usually with the ^Ibows flexed and drawn to the sides. It resents any 
interference ; often* if disturbed, it will cry out peevishly, “ Go away ”; 
and if the bed-clothes be pulled back it will often clutch at them to draw 
them back (Stocker’s sign). 

In the later stage, when paralysis and coma have supervened, the 
child often lies on its back, low down in the bed, with the arms and legs 
extended, and the hands lying one over the other just above the pubes. 

Photophabia is more common in adults than in children. The hydro¬ 
cephalic ery —a sudden shrill and apparently causeless scream—is character¬ 
istic of intracranial disease, but not especially of tuberculous meningitis; 
the majority of cases run their course without its occurrence. Usually 
as long as the child is undisturbed it lies quite quiet in the position 
described; but occasionally there is great restlessness, the child rolling 
itself from side to side with such violence as to require a padded bed. In 
rare cases there is delirium, which may be quiet and muttering or wild 
and noisy. The occasional simulation of deliriufli tremens in adults has 
been mentioned already. 

Headache is generally present in adults; but children often make no 
.complaint of it, though the raising of the hands to the head, or the boring of 
the head into the pillow, may betray its presence : in some cases, however, 
the child cries out frequently, “ My head, my head,” and some of the sudden 
screams may be due to paroxysms of headache. Headache in adults is more 
commonly in the frontal region; but in children generally is not localised. 

Pain is referred sometimes to other parts of the body, as to the 
abdomen, to the soft parts of the limbs, to the joints, and to the spine. 
Complaint of pain in the knees was so severe in the early stage of one 
case as to suggest rheumatism, and the application of cotton-wool round 
the joints. In a girl, aged ten years, complaint of the spine and well- 
marked local hyperffisthesia, in the absence of any other symptoms except 
pyrexia, were set down to hysteria; but within a few hours coma super¬ 
vened, and’at the necropsy tuberculous meningitis was found. 

yomiting, although one of the most frequent invasion-symptoms, is 
singularly variable in th«J subsequent stages of the disease. In rare cases 
it is incessast for days together; more commonly it recurs'once or twice 
in the twenty-four hours. It is of the cerebral type; the contents of the 
stomach seem to regurgitate without retching or effort. Often no 
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.^yiujltonis.—In a wefl-marked case of progressive muscular atrophy 
t)ie 'first thing that a patient complains of is some weakness of certain 
muaoles of the upper limb of one side; the muscles most frequently attacked 
are the small musdel of the thumb, and the first movements tq be 
afiiScted are the delicate and complicate movements of picking up a pin 
or fastening a button. Pain and all affections of sensation—such as 
tingling, numbness, and ansesi^hesia—are, as a rule, absent. The diffi¬ 
cult^ of performing certain movements directs the patient’s attention 
to the.thuinb, and very soon he notices a distinct flattening of the thenar 
eminence. 

, On exammation there is found some wasting of the small muscles of the 
thuml), with weakness-and defect of two principal movements, namely, 
abduction of the thumb and opposition of the thumb: the former is 
best tested by laying the hand flat on the table with the palm upwards, 
and making the patient move the thumb upwards away from the palm. 
By opposition we mean the power of touching the tips of all the fingers 
in succession with the tip of the thumb, and more effort in opposition is 
required in the case of the index finger than of the fourth finger. As a 
rule it is not possible to detect the order in which the different small 
muscles are attacked, but the two movements mentioned almvo cannot 
be performed by the long flexors and extensors of the thumb in the 
absence of the small muscles. Again, flexion of the metacarpo-carpal 
joint cannot be performed by the long flexor alone, unaided by the 
small muscles, without antecedent flexion of the other joints of the 
thumb. 

The first interosseus muscle is usually next attacked; its weak 
action is shown by an inability to abduct the first finger from the middle 
finger, and its wasting by the absence of the muscular SAvelling on the 
dorsal aspect when the patient presses the thumb firmly against the 
metacarpal bone of the index finger. Defects of the other intcrossei 
are shown by the difficulty of separating or abducting, and adducting 
each finger when the palm is placed flat on the table (as it is not possible 
to separate the fingers when they are flexed at the metacarpo-phalangcjil 
joints), and by the hollojrness of the interosseal spaces. Wasting of the 
hypothenar eminence and any inability to abduct the little finger indi¬ 
cate the extension of the isease to the small muscles of the little 
finger. One hand is usually affected before the other, and with 
about equal frequency on the two sides j but in a few months the other 
hand becomes involved in a similar manner. The disease is always 
bilateral, and generally symmetrical. 

Before the small muscles of the hand are completely paralysed the 
flexors and extensors of the forearm usually become implicated; but if 
this be not the case, the hand assumes a peculiar clawed shape—the 
“ main en griffe.” Thietstate, which was first explained by Duchenne, is due 
to the loss of ^wer of the interossei, whose action is to flex the metacarpo¬ 
phalangeal joints of the fingers atid to extend the phalangeal joints j 
hence when the interossei are paralysed there is flexion of the phalangeal, 
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aiiarii 7 |>erexte>uion of the metacarpo-phhlanjfwl joints pf rthe.:!^gers. 

deformity in extreme cases is tl^at the ihutah ^eomes so 
, rotat^ outward that the palmar surface of the thunih Jboks t^e ytmn 
lifaj as that of the fingers; while, owing to the j&trophty trf the lumbri- 
caies, the flexor tendons can be seen in the p%lm of the hiut^ • 

After the muscles of the hand the muscles of tbe^fore<^ are usually 
the next to be afiected, and, as a rule, th^ flexors before^.the ei^nsors 
and the flexors of the fingers and thumb before the flexors-jof the iTi^t ■ 
on the other hand, the extensors of the fingers and thumb ftro- usually 
afiected before the extensors of the wrist. 

In the upper part of the arm the muscle which is usually next to be 
affected is the deltoid, the rounded contour of the shoulder being lost 
and the head of the humerus being felt; after that, follow the biceps, the 
brachialis anticus, and then the supinator longus; the supra- and infrdt 
spinati are usually affected at the same time as the deltoid, and the teres 
major and minor and subscapularis also become involved. The serratus 
magnus is often attacked, and if the deltoid be strong enough to advance 
the humerus to the horizontal line, the posterior border of the scapula 
projects like a wing, owing to paralysis of the serratus. The rhomboids 
and the middle and lower part of the trapezius are often wasted, but the 
highest part of the trapezius between the occipital bone and the clavicle 
always escapes. There are three other muscles which nearly always 
escape; namely, the triceps, latissimus dorsi, and the lower half of the 
pectoralis major. The upper (clavicular) half of the pectoralis major is 
usually involved along with the deltoid, and in this case the action of 
advancing the humerus to the horizontal line is lost; but the upper part 
of the pectoralis may still retain its power of acting with its lower (sternal) 
half in adducting the humerus,—thereby giving an instance of paralysis 
of a muscle of a limb, from a spinal cord lesion, for one form of move¬ 
ment, but not for another. o 

The condition of moat of the above muscles can be ascertained by 
their wasted condition and failure to move the joints; but there are two 
muscles between which it is often difficult to make a diagnosis, namely, 
the trapezius and serratus ; for a projecting scapula, when the arms are 
advanced, may occur with paralysis of the midcfle part of the trapezius, 
or with that of the serratus. "W^hen the deformity is due to paralysis of 
the trapezius, no fibres can be brought out by direct faradisation over 
the paralysed part of the muscle, and the patient is still able to draw the 
scapula forward, as for instance in pushing with the extended arm; 
moreover, the posterior border of the scapula projects when the humerus 
reaches the horizontal line, owing to the scapula not being kept applied 
to the chest wall by the trapezius, while above this line the deformity 
disappears as the lower end of the scapula is rotated forwards by the 
serratus; whereas in paralysis of the serratus magnus, the separate move¬ 
ments of elevation of the advanced humenis above the horizontal line, and 
of drawing forwards of the scapula, as in pushing, are not possible, and the 
faradic reaction of the serratus muscle may not be obtained. This last 
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def^ti however, is an uncertain symptom, as it is difficult, especially in 
stput ppd^le, to faradise the muscle even in health. 

The iuuseles of the^ neck, especially the extensors, aro liable to bo 
affected ; and in extreme cases the head falls forward like a dead weighty 
and can only be extended by the patient jerking his head backwards, so 
as to Mt the centre of gravity of the head behind the spine; the stemo- 
nia^o^ia^e not affected as a rale, but they may be. 

TMSthe 'other trunk ^uscles those of respiration are the most important. 
The ihost common condition is a palsy of the intercostals, when the respira¬ 
tion is pijrely diaphragt^tic, but in some cases the reverse is the case; the 
abdominal muscles, such as the rectus abdominis, are affected less frequently. 

Tht l4gs very bften escape altogether, but in some cases wasting with 
loss of power begins in the anterior tibia! muscles before the hands, and 
i^ may involve the extensors of the knees and gluteal muscles. 

Cases which begin in the lower limbs sometimes run a very rapid coiu’se, as 
in the case of a man, aged 47, who, after a fall with his horse, began two or 
three months later to have difficulty in walking, and five months later weakness 
of the hands. The wasting, which was symmetrical, began in the anterior tibial 
muscles and the small muscles of the feet, followed soon after by that of the 
small hand museles; the first loss of movement was that of dorso-flexure of 
the ankles, the right preceding the left foot, and eversion of the ankle being lost 
before inversion. In about two months more (eight months from onset) no con¬ 
traction of the tibialis anticus was obtained to faradism, though the muscle still 
reacted slowly to a strong constant current, and KCC>ACC. Ten months 
from the onset the gastrocnernii and solei were wasting and getting weak, and 
also the thenar and hypothenar muscles. Fifteen montjrs from onset he had no 
power to flex the ankle or to extend the toes ; he could hardly contract the calf 
muscles, and he had lost all power over the small thumb musclea At 18 
months the thigh muscles began to waste, and the knee-jerks disappeared. At 
21 months the diaphiftgm was not acting on either side ; and, though the thigh 
muscles and the upper and lower arm muscles acted well, there were luarked 
fibrillar contractions of the extensor cruris and the pectorals. The patient died 
two years from the first aiJpearance of the symptoma The electrical reactions 
of the muscles presented a steady diminution to the faraJic current, till there 
was no reaction to the strohgest current; to tlie galvanic the reaction became 
less, and the current had to be increased from 3 milliampdres to 11; although 
the action became sluggish it was not always better to the anode than to the 
cathode closure. A necropsy was not obtained, but the fibrillar tremors, the 
electrical changes, and the absence of any form of amesthesia or of pain made it 
extremely probable that the disease was progressive spinal muscular atrophy 
beginning in the anterior tibial muscles. 

The muscles supplied by some of the cranial motor nerves are liable to 
be affected; this condition constitutes btiibar paralysis —a disease which 
occurs sometimes alone,^ well as in association with progressive muscular 
atrophy; it w!ll be described separately (p. 223). The changes in the 
motor cells of the medulla are, however, the same as in the anterior horns 
of the spinal cord. 
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i'^'-ABBociated with atrophy and paralysis of the hand muscles, contrac¬ 
tion of the pupil on the side most affected is sometimes observed, with 
less of dilatation to shade; this is due to the implication of the dilator 
fibres of the iris which come off from the second dorsal root to join the 
sympathetic. * 

hie elecirkal changes in the muscles are of grerft importance, and are 
especially useful in distinguishing these esses from the myopathies. The 
most important changes found are in the muscles rather than the ftefves. 
The nen'es react normally to the fanidic current, and also to the galvanic 
current, so long as there are any fibres left to respond, but the amount 
of contraction produced is diminished ; whereas the muscles which are 
wasted, while reacting through their nerves to the faridic current, show 
the reaction of degeneration ^vith the constant current by giving a slow 
contraction, and by reacting better to the anodal (positive) closure than 
to the cathodal (negative) closure. This is called the partial reaction of 
degeneration. In some cases, although the contraction be slow, the 
cathodal closure is equal to or even greater than the anodal closure; and 
the slow, deliberate contraction of a muscle is more often an indication of 
degeneration than increased reaction to the anode. After a time the 
faradic reaction is lost in the nerve going to the muscle, and still later the 
reaction of the muscle itself to the constant cun’ent is not obtained. 

Another symptom of much importance is fibrillar contraction. On 
watching a muscle which is beginning to suffer, a slight flicker may be 
noticed in the direction of the muscle fibres. This is due to the 
contraction of individual fibrils, which start up under the skin, subsiding 
again immediately. The flickerings are increased by mechanical irrita¬ 
tion, as by tapping the miiscle, or when the muscles are fatigued. They 
do not occur in those muscles which are too much wasted to have any 
fibres left to contract. They are probably duo to a hyper-excitability of 
the degenerating cells in the anterior horns of the sj)inal cord. In some 
cases the fibrillar contractions are so strong as to flex or extend one 
finger involuntarily. Besides the fibrillation, the reaction of the muscle 
to direct percussion over its motor point is more rejwiily obtained than in 
health. » 

In pure cases of progressive muscular atrophy there is no rigidity, and 
when the muscles, say of the forearm, are completely wasted, the wrist-joint 
is quite flaccid; the only rigidity there may be is due to wasting of muscles, 
such as the flexors of the wrist and fingers, while their antagonists, 
^he extensors, are not affected, so that the joint is drawn into a fixed 
position: yet even here the rigidity is not so marked as in cases of 
infantile paralysis. 

■ ■ The deep rejlexes, such as the knee-jerk, are not altered, unless the 
extensors of the knee be involved in the wasting, when the knee-jerk is 
diminished ^nd finally disappears; but ankle elefims is not obtained, and 
the radius tap is not increased. “ 

The superficial reflexes, such as the plantar, are lost if the muscles 
which should respond to the stimulus are much degenerated. 
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Sensaiion is^never affected in any way, and pain is usually completely 
absent. • ’’ 

* The sphincter vesicse and sphincter ani are not affected, or very rarely 
so, but sexual power is^ometimes lost. • 

IThe course of the disease is gradually progressive, and, as one side 
begins to wa;Ste before the other, the time may vary from a few weeks to 
as much as a year before the other side is affected. The disease may 
beetle stationary at any period, so that the wasting may progress for two 
or three years, and then become arrested. The wasting of the legs, if it 
occur, comes on as a rule after the arras. 

If tire limbs alone are involved there is no danger to life; but when 
the trunk muscles, and especially the muscles of respiration, are affected, 
there is danger o? death from pneumonia and bronchitis; and when the 
bplbar nuclei are involved, the patient is liable to death from choking or 
from cessation of respiration. 

Although the above description is that of the disease as most 
commonly met with, anomalous cases occur, of which the following is an 
example:— 

A curious case of a child 16 months old has been recorded by Werding, 
in which there was gradual atrophy with paresis of the muscles of the back, the 
gluteal region, and the quadriceps cruris ; then of the neck and throat, the thigh, 
the upper arm, forearm, and leg, and, lastly, of the hand and foot muscles. The 
atrophy was “ en masse,” and there was no hypertrophy. Bulbar symptoms 
occurred with fibrillar twitchings of the tongue. Tliere were flaccid paralysis, 
electrical reaction of degeneration of the muscles, and loss of the knee-jerks ; 
lordosis of lumbar spine was present; sensibility .and the sphincters were normal. 
At the autopsy there was found a primary disease of‘the anterior horn cells 
without a trace of inflammatory appearances, marked degeneration of the 
anterior roots, and simple atrophy of the muscles. 

The case is remarkable as involving the back muscles first and the hand 
muscles last, and also as occurring in a patient so young. A somewhat 
similar case was previously published by Werding. 

As stated on page 208, heredity is not usually noted in progressive 
spinal muscular atrophy, but J. Hoffmann has brought forward five cases 
in members of one family, and two in another. The patients were 
between the ages of one and five years, and were afflicted with atrophy 
and paralysis beginning in the l)ack, in the pelvis, and in the thigh 
muscles; later the shoulder and arm were affected, and last the 
fingers and the toes. The atrophy was quite symmetrical, the sphincters 
were not affected, but the tendon reflexes were lost. There was no pain, 
no fibrillar tremors, but the electrical reactions of degeneration Avere well, 
marked. The parents and grandparents were healthy. At the autopsy 
on one case were found atrophy and shrinking of the anterior horn 
cells, atrophy of the anterior roots and of the peripheral, nerves, and 
simple atrophy of the muscles. The case is of importance in showing 
that spinal muscular atrophies depending on lesions of the anterior horns 
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may begin in the trunk muscles and affect the hand milbcles last; fnd 
that th1b occurrence of muscular atrophy in several members of the same 
fftnuly is not an exclusive habit of myopathies. * 

Another lather similar case has been reported by Strumpell, in which 
progressive muscular atrophy began in the hands of a man aged 40,.and 
spread up the arm to the shoulders and bAck muscles. There were no 
hypertrophy, no fibrillar twitchings, and no reaction of degeneration. The 
mother of the patient had the same diseaAh. At the necropsy were found 
simple atrophy of muscles and degeneration of the peripheral “herves 
and of the anterior horn cells. There is, therefore, in this case also a 
history of heredity, and at the same time no fibrillar tremom and no 
reaction of degeneration, symptoms characteristic of myopathies, and yet 
the disease was in the anterior horn cells. Strumpell regarded the case 
as a myopathy, and the atrophy of the muscles as a simple one, and not 
to be explained by a descending degeneration from the anterior horn ; as 
though the atrophy had begun in the muscle, and then by gradual ascent 
the peripheral nerve and the anterior horn cell had become affected 
secondarily. He thinks that between spinal and myopathic muscular 
atrophies a hard and fast line cannot be drawn, and that it is doubtful 
whether there is such a disease as an acquired progressive atrophy. 

Attacks have been described, coming on rapidly in a few days or a 
few hours with loss of power in the extensors of the wrist and fingers, 
and occurring first on one side and soon afterwards in the other (Gowers, 
loc. cit. p. 483), as an occasional mode of onset in progressive muscular 
atrophy, and followed by gradual wasting of the other muscles of the 
limbs. 

Morbid anatomy.^:—The essential pathological change is in the large 
cells in the anterior horns of the spinal coid, and especially in those of 
the cervical enlargement. Under the microscope the gray matter of the 
anterior horns is wasted and paler than normal, and the large cells are 
atrophied and shrunk; many have lost their processes, while in some 
sections the cells have altogether disappeared. If the muscles of the legs 
are wasted the lumbar enlargement will be similarly affected. The inter¬ 
stitial tissue is altered, so that with the atrophy of the finest nerve-fibres 
there is an overgrowth of connective tissue with increase of connective 
tissue cells. The anterior roots which come off from the affected sections 
are diminished in size and degenerated. 

The lateral columns in pure cases are not affected. 

Whether in cases of progressive muscular atrophy the lateral columns 
are affected or not has been a matter of much discussion, especially by 
V. Leyden and Sir W. Gowers. The latter author states that he has “ not 
yet met with a single case of progressive muscular atrophy in which the 
pyramidal tracts were unaffect^,” and further on (foe. cit. p. 494) “that the 
assumption that the primary lesion is thf. degeneration of the pyramidal 
tracts, and that the affection of the gray matter & secondary even where 
the atrophy is atonic, is unwarranted as far as the atonic atrophy is con¬ 
cerned.” He also thinks that the pyramidal tracts are degenerate, if not 
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oonsteatly, at any rate in«uch a very large proportion of cases that we are 
in effect giving a new name to an old disease. 

With the above opinions I regret that I am unable to agree, as there is 
no doubt in my own i»ind that cases are met with of pure\trophy of the 
anterior horns without any change in the lateral columns, and surti -a 
case of a typical progressive muscular atrophy I have had lately imdor 
my care. This patient began with atrophy of the small hand muscles 
an^ later of the shoulder musdies, the legs Iwing but slightly affected, and 
never at any period was there any rigidity or any increase of the deep 
reflexes; after death atrophy of the cells of the anterior horns wjis found, 
but no change in the lateral columns. The question has also been taken 
up by J. B. Charcot, who brings forward two cases of pure progressive 
muscular atrophy, with atrophy of the anterior horns and slight degenera¬ 
tion in the anterior gi'ound bundles of the anterior columns. I still, 
therefore, hold the opinion that it is possible either to h.avo a pure atrophy 
of the anterior horn cell and its prolongation down to the muscle, ft>rming 
the lower segment of the motor tract, or to have only the upper segment 
affected, as in the early stage of amyotrophic lateral sclerosis; or, again, 
to have both segments involved, producing the deuteropathic form of 
this disease. 

Ddjerine has also published two cases of progressive muscular atrophy 
in which the anterior horns were affected and the white matter was 
normal. 

The peripheral nerves in the limbs contain many degenerated nerve- 
fibres. 

The muscles are very much wasted, and, in extreme cases, can hardly 
be distinguished from the surrounding fat; but in slight cases they are 
only pale. Under the microscope the transverse striation is seen to 
be lost; the muscle first becomes granular and then undergoes fatty 
degeneration. , 

According to Hayem, there is a simple atrophy of the muscular fibre 
with retention of the cross striation, which persists to the end. This 
atrophy is accompanied by proliferation of the cell elements of the 
sarcolemma, which distend its sheath, and the muscular substance then 
becomes segmented; th^ newly-formed cell elements tend to atrophy, and 
the muscular substance goes on dividing, and sometimes disappears 
altogether without showing .any trace of granular fatty degeneration. 
The perimysmm undergoes changes, and a deposit of fat may occur, 
making it difficult to recognise the atrophy of the muscles. The muscle- 
spindles have been found unaltered by several observers. 

Pathogeny.—The order in which the muscles are involved and their 
grouping is of great importance, especially in the matter of diagnosis. In 
a typical case the atrophy begins in the small muscles of the thunib, and 
it is noticed that all the muscles suffer equally. There is no distinction 
between thoqp supplied by the median or ulnar nerves. After the inter- 
ossei and the small finger muscles, the disease, as a rule, attacks the flexem 
of the fingere, and then the flexors of the wrist before the extensors of the 
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fio^r^ thumb, and wiist. Almost simultaB^usly with the ^uffi& 
miUBol^'or soon after them, the deltoid begins to waste, and is followed 
supra- and infra-spinati, the biceps the brachialis antious, and the 

S piiiator longhs. The last muscles to be affected gre the latissimus dorsi, 
aalower half of the pectoralis ihajor, and the trlheps. The prob^le 
explanation of this is that the muscles are atftcked in the way in which 
they are integrated together in the brachial enlargemmt of the spinal cord. 
Different tables of the arrangement of th# muscles have been given^by 
various observers, but the list which has been made out by Thorbum*from 
fractures of the spine is one of the most trustworthy, as regards man. 
According to Thorburn, the biceps, deltoid, and supinator longus are 
supplied by the 5th cervical; the subscapularis, teres major, latissimus dorsi; 
pectoralis major, triceps, serratus magnus also by the 5tn, and pronators 
by the 6th; the extensors of the wrist by the 7th; the flexors of the wrisj 
by the 8th; and the intrinsic muscles of the hand by the Ist dorsal. It 
will thus be seen that progressive muscular atrophy begins in the brachial 
enlargement of the cord, at the level corresponding either to the 1st 
dorsal or to the 5th cervical—either at the lower or the upper end of the 
enlargement; while the part corresponding to the 6th cervical, and 
supplying the triceps, latissimus dorsi, and pectoralis major, escapes. 
The combination of the deltoid, biceps, and supinator longus in spinal 
cord and root lesions has long been shown by Erb, but the combination 
of the latissimus dorsi, triceps, and the lower half of the pectoralis major, 

I believe I was the first to show, in a case of infantile paralysis, in 1886. 

As will be seen under diagnosis, the grouping of the affected muscles 
is of the greatest use in determining whether the atrophy is idiopathic or 
due to a spinal lesion, c 'VMiat the cause is of the changes in the cells of 
the anterior horns it is very difficult to say; it seems to be a simple 
degenerative process, but whether it depends on vascular or nutritional 
changes it is not possible to speak definitively. 

Diagnosis.—Cases of progressive muscular atrophy have to be dia¬ 
gnosed from several other forms of atrophy of muscles, and the most 
important points are :—that in progressive muscular atrophy the onset is 
very gradual j wasting does not follow the loss of power, but accompanies 
it; the muscles attacked in sequence and in grouping correspond, as a rule, 
to the order given above; fibrillar twitchings are present; the muscles 
give to electrical testing the reaction of degeneration, which is frequently 
partial; there is very slight pain or none, and no loss of sensation in 
any form. 

Beginning with diseases which affect the muscles themselves, pro¬ 
gressive spinal muscular atrophy differs from idiopathic muscular atrophy 
by the absence" of enlargement in the distribution of the muscles affected, 
and by the presence of the fibrillar tremors, and the reaction of degenera¬ 
tion, which symptoms being absent in the latter disease. Neuritis has a 
more rapid onset, is attended with severe pain and tenderness of the 
muscles or nerve-trunks, and has a distribution corresponding, as a rule, 
to the supply of a nerve-trunkmoreover fibrillar tremors are absent. 
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*aSll the electAoal reaction of degeneration is more complete, while on the 
sensoiy side tingling and anaesthesia occur. In neuritis of the cervical 
Mots^ or in pachymeningitis, the diagnosis is more difficult unless the 
paralysis follow an injpry, as the distribution may be the Same as in pro- 
grgsmve muscular atrophy; but the paralysis comes on more rapidly in 
neuritis, and is attended By pain and anaesthesia and painful rigidity, 
though loss of sensation may be very slight. 

^ ^ one rare case which I saSv under Dr. Ringer (15) there was a gradual 
para^’sis, which began in the hand muscles and extended up the arm, 
but affected the triceps before the biceps j it was attended by severe pain 
without any anaesthesia, and was due to a malignant growth which 
■extended up the anterior surface of the spinal cord and involved the 
anterior and not the pioeterior roots. 

, Among other diseases of the cord itself, progressive muscular atrophy 
differs from acute anterior poliomyelitis in which the onset is sudden with 
loss of power, followed by wasting and loss of electrical reactions; and 
from syringomyelia where, though the onset is gradual and begins with 
atrophy of the hand muscles, sensation is much affected, sensibility to 
pain, heat, and cold being usually lost, while tactile sensiition is retained ; 
trophic changes in the skin, nails, and joints arc also present in 
syringomyelia. 

Cases of progressive muscular atrophy have also to lie diagnosed 
from a peculiar form of atrophy which was described by Chareot and Marie 
in 1886, and independently by Dr. Howard Tooth later in the Siune year, 
who named it the peroneal type of progressive muscular atrophy. It 
seems that the condition described by J. Hoffmann (13a) as “Progressive 
neurotischen Muskelatrophie ” is the same diseas«i. The peroneal type is 
occasionally hereditary, it attacks several members of the same family, 
beginning in childhood with atrophy of the peronei, extensor communis 
digitorum, or extensor longus pollicis, or in the small muscles of the 
foot, causing equmo-varus; and later the calf and thigh muscles arc 
involved. Later still the small hand muscles waste, causing a claw-hand, 
and this is followed by wasting of the extensors and flexors of the wrist 
and digits—the supinator longus and the arm and shoulder muscles not 
being affected. Fibrillas: tremors and the reaction of degeneration are 
present. Sensation is definitely affected over the parts which are jjaralysed, 
and pains occur. The knee-jerk is usually lost, and vaso-motor lesions 
are seen. Dr. Tooth suggested that the lesion is probably in^ the peri¬ 
pheral nerves. Autopsies have been made by Hoffmann, Lulenburg, 
Dubreuihl, and by Marinesco, in which the anterior horns were found 
intact ; but there was neuritis of the peripheral nerves extending up to 
the posterior roots and sclerosis of the posterior columns of the cord. 

The diagnosis from progressive spinal muscular atrophy would bo 
made by the age and the presence of pain and anaesthesia. 

Prognosis.—This'is, unfortunately, not very favourable, either as 
regards arrest of the disease or restoration of the paralysed and wasted 
muscles. 
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The atrophy may become arrested either spoataneoably &: as the res^t 
q{ treafeinent; W as long as the disease is {H^gresmPg it is not possible to 
. aay what extent it will spread. According to Sir W. Cbiwers, the prospect 
qf airest seem^to be greater in the cases in which 4ihe wasting is strictly 
^nsnetrical and nearly simultaneous on the two sides. If the diseasa is 
once arrested it often does not advance again*; but in some cases, after 
apparently ceasing, fresh muscles are attacked, and this goes on till the 
death of the patient. 

There is no danger to life as long as the wasting is confined to the 
limbs, but as soon as the .’thoracic muscles are attacked, or bulbar 
symptoms appear, there is great risk of death from intercurrent brt)nchitis 
or pneumonia, from choking, or from implication of the respiratory 
muscles. Two patients I have seen died in two years’ time from paralysis 
of the respiratory muscles. 

With regard to the recovery of the wasted muscles it is possible, but 
not probable, that nutrition in a muscle recently attacked may bo restored 
to some extent; but in the case of a muscle which is so much damaged 
that there is no reaction to either form of electric current, no improve¬ 
ment can be looked for. 

Treatment. —^The general treatment for progressive muscular atrophy 
is to keep up the general health of the patient by fresh air, either in the 
country or the seaside; and, if the patient is fit for it, a sea-voyage is to 
bo recommended. Exercise should be taken in moderation, but should 
always fall short of tiring the patient. 

Local treatment has not much effect on the wasted muscles. Electrical 
treatment has been used very largely, and, though the results are of 
doubtful value, it is at iwiy rate a means of exercising the muscles without 
tiring the patient. It is best to employ the constant current with the 
positive pole to the back of the neck, and the negative gently brushed 
over the affected muscles, being careful to use the weaj^est current which 
will cause a contraction. 

Massage and rubbing have been frequently employed; this treat¬ 
ment seems likely to be useful, yet it often fails to arrest the wasting. 
With regard to internal remedies, cod-liver oil, quinine, and the syrup 
of iodide or phosphate of iron are requisite to keep up the general 
health. Of special neivo tonics arsenic and strychnine are useful. 
According to Sir W. Gowers, strychnine is most efiective when given 
hypodermically, and succeeds thus after it has failed when given by the 
mouth. He recommends the nitrate of strychnine given once a day, 
beginning with gr. and rapidly going up to gr. when the 
malady is apparently arrested the injections are intermitt^ for one week 
in every three or four. It does not seem to make much difference 
whether the injection be given in the neighbourhood of the affected 
muscles or elsewhere. In cases where I have tried this treatment I 
cannot say that I have been very favourably impressed by tjje results. 


Charles E. Brevor. 
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BULBAR PALSIES 

These affections, as their name shows, are due to lesions of the medulla 
oblongata, or bulb. 

The parts of the medulla especially concerned in these cases are the 
nuclei of the cranial nerves, which take their origin in the medulla, 
and especially those of the 7th, 11th, and 12fji nerves, and the motor 
part of the 5th nerve, which tsikes its origin from the pons Varolii, and 
so much of the nerves themselves as lies within the medulla is involved 
also. 

Besides the paralyses due to lesions of the nuclei and their nerves, 
certain affections of the tongue and throat arc produced by lesions in the 
nervous system above the nuclei; and there are other palsies due to 
disease in the muscles themselves, which are quite distinct from disease 
of the nerves or their muclei. 

The movements of the tongue, of the larynx, of the soft palate, and of 
the pharynx are represented in the cortex cerebri, and for the most part 
bilaterally; thus a lesion of both sides of the cortex, or of both the 
internal capsules, or of both the pyramidal tracts above the nuclei sup¬ 
plying the muscles taking part in these movements, will produce palsies 
of them, very similar at first sight to the true bulbar palsies due to 
lesions of the nuclei or their nerves. The corresponding symptoms are 
called pseudo-bulbar paralysis, but, except for the purpose of diagnosis, 
this group does not enter into our consideration. 

On the other hJhd, certain myopathies cause paralysis of the move¬ 
ments of tlie face, but these again are not instances of true bulbar 
paralysis. 
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The troe bulbar palsies may be divided into nuclear and ififra-nucleai^ 
and as some of them are acute and some are chronic, it will be advan 
tageous to arrange them in the form of a table, describing the pseudo 
bulbar forms, ift which the lesion occurs in the cqptex or the internal 
capstde or pyramidal tract of both sides, as supra-nuclear. 

Supra-nuclear, acute from lesion in cortex cerebri, internal capsule, pyramidal 
tract, or in motor fibres jiist'above nucleus. 

Nuclear, acute, vascular 

inflammatory 
chronic, degenerative 
tumoui's 

Infra-nuclear, within medulla, acute, softening 

tumour 

outside medulla, intra-cranial, meningitis, simifle 

syphilitic 

tumoui-s 
neuritis 
extra-cranial, tumours 
cellulitis 

caries of vertebrae 
multiple neuritis. 

From a clinical point of view it is better to describe all the acute 
bulbar palsies together, and to include in this group the lesions just 
above the nuclei, those afiecting the nuclei themselves, and those just 
below the nucleus but inside the medulla. 

The acute palsies may be subdivided into (A) those which are sudden, 
and (B) those which are rapid in their onset. 

A. Sudden bulbar paralysis, called also apoplectiform.—The cause 
of these cases is always vascular; they may be due to a small hoemorrhage, 
but much oftener to thrombosis or embolism of one or more of the 
branches which come off from the basilar or vertebral arteries. 

The occlusion in most cases is due to thrombosis occurring in 
syphilitic or atheromatous arteries. In rare cases embolism of the 
basilar may ensue from endocarditis, but the result of this would produce 
symptoms much more extensive than paralysis of the muscles supplied 
by the bulbar nuclei. 

The affection usually occurs in middle or old age, but cases duo to 
embolism or to syphilitic arteritis may be met with in younger people. 

Symptoms .—^Tbe most important point of^distinction between these 
cases and those caused by other lesions of the bulb is the mode of onset: 
this is quite sudden, with vomiting or giddiness, and with or without loss 
of consciousness; or the patient goes to bed apparently perfectly well and 
wakes up in tha morning with bulbar symptoms. 

In an extreme case there is paralysis of both sides of the tongue, of 
the soft palate, of the power of swallowing, and sometimes of the vocal 
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cords. In other cases 'the s 3 anptoins are not so extensive, and mav 
^affect only one side. 

In one case, which I saw with Sir Felix Semon an<^ Mr. O’Connor, 
the patient, a man agfed forty-two, went to bed quite well; on awaking in 
tHe morning he could not swallow, and fluids were coughed out ot the i 
larynx or returned through the nose ; beside this there was paralysis of 
the levator palati on the rigljt side, so that on phonation the palate was 
dfawn to the left; the tongue was not affected, except that on protrusion 
it deviated slightly to the left, and the vocal cords acted normally. 
There,was no ansesthesia, and the reflex action of the soft pidate on 
. the two sides, though deficient, was equal In this case the sudden 
onset in the night was caused by a vascular lesion, prolmbly thromlmsis ; 
but the exact position of the lesion was rather difficult to decide. It 
* was observed that in the act of swallowing the larynx was raised up, and 
therefore that inability to swallow was due to failure of the constrictors 
of the pharynx; and, as it is very improbable that paralysis of one 
side of the pharynx would prevent swallowing, it is more likely that 
both sides were affected. We have, then, to find some pai t of the ner¬ 
vous system a lesion of which would cause piiralysis of the right levator 
palati and both sides of the pharynx. The sudden onset in one attiick 
was against the pseudo-bulbar form ; for although the act of swallowing 
is certainly represented in the cortex cerebri at the lower end of the 
ascending frontal convolution, it is bilaterally represented, so that it 
would be necessary to have a lesion in the cortex of both sides, or 
in both internal capsules, to abolish the p<nver of swallowing; besides, 
the action of the various muscles taking part in swallowing are co¬ 


ordinated in the cortex, and on stimulation of* it swallowing occurs as 
one act, whereas in this case only part of the movement was deficient. 
It is not known whether the fibres from the pyramidal tract cross over 
to the “ centre for swallowing ” in the medulla as one bundle, but it is 
more probable that the fibres cross over separately to the different nuclei 
taking part in the action of swallowing. It would therefore seem possible 
in this case that these fibres from the pyramidal tract to the nuclei of 
the accessory nerve or of the glosso-pharyngefd nerve were affected just 
above the nuclei. 

In another case which came under my notice there was a sudaen 
onset with giddiness but without unconsciousness, followed by paralysis of 
the soft palate and of the vocal cord on the same side, and loss of sen¬ 
sibility to heat and cold and to pain of the opposite half of the trunk 
and limbs, but not of the face. This was probably due to slight throm¬ 
bosis affecting the accessory nerve of one side on its way through the 
medulla, or its -nucleus, and the sensory tract for the conduction of 
temperature and painful impressions for the opposite limbs and trunk, 
in the lemniscus abewo the decussation of its fibres. . - 

In another case, a woman, aged thirty, suddenly hSd some loss of 
nower and sensation of the left side of the body, and thickness of 
^eech; on examination a few days later it was found that the power 
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had been recovered in her limbs, but that she was sufferihg from 
“ crowed anaathesia.” Over the left half of the teunk and the left arm, 
and leg there yas some tactile anaesthesia, which was not complete, with 
some loss of sensibility to pain and temperature; tflis mea extended up 
>the neck and up the posterior part of the left side of the head to t8e 
vertex, but it did not affect the left face. On the right side, over the 
area of the 5th nerve corresponding to the §rst and second divisions and 
to a less degree of the thi^ division, there was marked deficiency to 
tactile sensations. There was slight conjugate nystagmus in all direc¬ 
tions. A few days later she had weakness of the right temporjil and 
masseter muscles supplied by the motor part of the 5th nerve, and also 
of the right facial muscles. She also had attacks of vomiting and giddi¬ 
ness, with apparent revolution of objects from right to left. As the 
patient recovered from the symptoms the seat of the lesion is a matter 
of conjecture, but it seems almost certain that it affected the nucleus 
or the fibres of the right 5th nerve on their way through the pons, 
thereby causing the anaesthesia of the right face and paralysis of the right 
muscles of mastication; and it also affected the lemniscus—the sensory 
tract—on the right side above its decussation, so as to involve the 
sensory fibres of the left half of the trunk and left limbs, while the 
sensory fibres to the left face escaped, their crossing being above the 
lesion. The affection of the right facial muscles was slight, and was 
perhaps due to extension of the disease to the fibres on their way to the 
facial nucleus from the opposite pyramidal tract. As she had weak cardiac 
action, the case was probably one of thrombosis of the branches of the 
basilar artery to the pons. 

A case has been described by Senator in which a man, aged 
seventy-one, had a sudden attack of giddiness, vomiting, trouble in 
swallowing, and numbness in the left half of his face and left gums, and 
in both arms; the lower part of the left face was paretic, the tongue 
was protruded to the left, the legs were weak, the knee-jerks were 
absent, and there was deafness of the left ear. After death a 
softened patch was found on the floor of the left half of the 4th 
ventricle 7-8 mm. long by 4 mm. broad, and extolling between the olive 
and the corpus restiforme. Recently Van Oordt has published a case 
of sudden onset in which the symptoms were inability to swallow, nasal 
speech, paralysis of the right half of the tongue, and of the whole of the 
muscles supplied by the light facial nerve, including the orbicularis oculi, 
and right hemianesthesia. On examination there was found, with arterial 
sclerosis, a softening patch on the left side of the medulla at the level of 
the mid^e third of the inferior olive, and affecting the formatio reticularis. 

The symptoms differ as the lesion is above the nuclei, in the nuclei, 
or involves the nerves coming off from the nuclei on theis way through 
the medulla. Besides the grouping of the muscles affected, the condition 
of the nutritiofi of the muscles and their behaviour to electiical testing 
and to reflex irritation are very important. 

The acute and sudden bulbar lesions which involve the nuclei, and 
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the ner^- whwh, come from them, differ in their symptoms from 
l^o^aboye the nuclei in the distribution to the muscles, and in Ciuisine 
waatiiM of the muscles in addition to paralysis of their movements. It 
is to make tMs out with regard to the soft palate and laryngeal 

mdsdesj but with thp topgue, owing to the facility with which the ■ 
tohgue can be felt and seen, it is fairly easy to tell whether the mucous 
membrane is thrown into foMs owing to the wasting of the muscular 
tisaup. The muscles would mso lose their reaction to faradisation, and 
would pve the slow deliberate action to the constant cuiTcnt, reacting to 
the positive closure sooner than the negative—so that ACC is gi-eater 
than KCC. The electric reactions of the tongue and the levator palati 
can readily be ascertained. 

The reflex response of the soft palate to irritation of the fauces is 
also lost or very much diminished when the lesion is in the accessory 
nucleus or the nerve coming from it, so that if one nucleus is affected 
the palate is drawn up reflexly towards the non-paralysed side only, and 
not raised at all if both nuclei are involved. 

The wasting of the muscles and the loss of reflex action are due either to 
the cutting off of the muscles from their trophic centre in the nuclei, or to 
destruction of this centre ; it is often difficult therefore, if not impossible, 
to discriminate between the lesion of the nucleus and of the nerve coming 
from it. In the case of the hypoglossal nerve, however, owing to the 
proximity of the nerve to the pyramidal tract, there is more probability 
of some paralysis of the opposite limbs than if the lesion bo in the nucleus; 
while the orbicularis oris is liable to be paralysed when the nucleus is 
affected, and not the nerve only. 

The distribution of the muscles affected is* that pertaining to the 
particular nucleus or nerve involved; but the muscles supplied by a 
bulbar nucleus do not always correspond to those by its nerve, as the latter 
may receive fibrestfrom other nuclei before it leaves the medulla. 

If there be no wasting of the muscles, and no electrical chiinges, and 
if reflex action be preserved, the lesion must be above the nuclei; but it 
is often very difficult to tell whether the lesion be in the bulb just above 
the nuclei, or higher up in the motor psith. The morle of grouping of 
the muscles affected by supra-nuclear lesions is different from that of 
nuclear lesions, for as the cortex corobri knows nothing of individual 
muscles, but is concerned with movements only (Hughlings Jackson), the 
paralysis which occurs from lesions of the cortex or pyramidal tracts of 
both sides will be that of complete co-ordinated movements; for instance, 
in lesions of both pyramidal ti'acts one would expect that all the muscles 
entering into the complex movement of the first stage of swallowing 
would be paralysed, whereas in a nuclear lesion it would be possible for 
some of the muscles to l?e paralysed and not others, the para,ly8is in one 
case having a physiological grouping, in the other an anatomical. 

Of the difference of the grouping of the muscles affected in double 
cortical or pyramidal lesions, and in a single lesion involving the 
pyramidal fibres as they are decussating at the middle line to reach their 
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nuclei, it is difficult to speak deffiiitelj, and tk^reticaJl^the jjrouping oi 
the latter should be physiological; but in the ctuse nnsa^y mention^ 
only some of Jhe musdes of s^t^owing were affected; and this was also 
found in a case published by Vi'lbeyden. With r^ard to double lesions, 
complete paralysis of the movements of mastication and of swallowibg, 
of the vocal cords and of the tongue, cannot follow a lenon of the cortex 
or the motor tract, unless it be bilateral, f(jr in the above movements the 
muscles of both sides are represented in each hemisphere : thus if one^hSkni- 
sphere is paralysed, the opposite hemisphere can carry on the work, but if 
both are affected, all voluntary movements are lost and reflex action only is 
retained. Hence in these cases there is a history of two or more attacks. 

Cases of double hemiplegia producing these pseudo-bulbar symptoms 
have been described by Lepine, Jolly, Eisenlohr, Kirchhoff, Eoss, Barlow; 
one of the most important being one by Barlow in which there waa 
found on necropsy softening of the 2nd and 3rd frontal and ascending 
frontal convulsions of both sides, producing in the fii-st attack right 
hemiplegia, followed in four months by a second attack of left hemiplegia, 
with symptoms of inability to show the teeth, to protrude the tongue or 
to talk, though he could understand signs; swallowing was difficult, and 
there was weakness of the limbs. Recently I have had a case in a 
woman in whom the two attacks were separated by an interval of four 
months: in the first attack the speech became thick, with weakness of 
the left side; in the second attack she lost all power of speaking and 
even of phouation, was unable to swallow, and the right arm was weak; 
two years after the first attack there was still complete paralysis of the 
soft x>alate on both sides to voluntary efforts, with preservation of reflex 
action and electric reactions. In this case the lesions wore probably 
thrombotic and affected the anterior limb of the internal capsule of one 
side and, later, that of the opposite side. 

Other cases have been described in which vascular lesions have been 
discovered in the internal capsule and lenticular nucleus of both sides; 
as in one described by Dr. Newton Pitt, in which the paralysis of the 
face and tongue, and of swallowing, was very complete. 

In another case, published by Drs. Hughlings Jackson and Taylor, 
the patient had two attacks of hemiplegia affecting opposite sides, 
several years elapsing between the two attacks. The onset in the first 
attack was sudden, and articulation was lost for a week; in the second the 
left side was affected with a sudden onset, the patient could not protrude- 
the tongue, and swallowing and speech wore very difficult. The whole 
left side of the face was weak, the soft palate was completely paralysed, 
and the limbs of both sides were Aveak. Both pyramidal tracts were 
found degenerated and sclerosed. 

The mode of onset in all these cases by two attacks, affecting first one 
side and then the other, and the affection of the kmbs are symptoms of 
lesions seated in both motor paths rather than of a single lesion occiurring 
at the point of decussation of the fibres from the motor paths just above 
the nuclei. 
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• Inflammatopy bulbar paralysis—This second form, also 

4 pduded under the term “ acute,” has a rapid onset, but takes some hours 
or a few days to develop itself. The nature of the lesion is the same as 
that of acute poliomyelitis (infantile paralysis). 

condition is not at all common, and the changes depend on an 
inflammation involving the nuclei of the bulb. 

In one case, described by Etter, the attack began, in a boy 
agechfifteen, with general malaise, headache and vomiting, pyrexia and diffi¬ 
culty in swallowing; in the course of a week came on paralysis of both sides 
of the fpiCe, the soft palate, the tongue on both sides, but especially the left, 
.and the left 6th nerve. After death from pneumonia, acute myelitis 
was found on bftth sides of the medulla in patches involving the left 6th 
nucleus, the left facial nerve within the medulla, the left hypoglossal 
\iucleus, the right facial nucleus, the right hypoglossal fibres, the acces¬ 
sory nucleus of both sides, and below them the spinal cord as far down as 
the 4th cervical nerve. 


The changes found are similar to those of acute poliomyelitis, and 
consist of dilated vessels with exudation of leucocytes, and destruction of 
the cells of the cranial nuclei; or, in less severe cases, the nerve-cells lose 
their processes and shrink. 

Another case, described by \V. Pasteur, occurred in a boy years 
old with a rapid onset of fever, diarrhcea, and sickness; the right facial 
muscles were completely paralysed with wasting, and there was difficulty 
of swallowing and paralysis with wasting of the right side of the tongue. 

Vandervelde has published a case of an acute inflammatory attack 
with fever and headache, causing paralysis of thq middle and lower part 
of the face, difficulty of swallowing, noises in the cars, and an inclination 
to fall to the right; at the autopsy were found leucocytes round the 
vessels and swollen axis-cylinders on both sides of the medulla. 

Prognosis .—ACute bulbar paralyses are more favourable than the 
chronic forms, provided that the patient do not succumb at the time of 
the attack; or, in other words, if the attack be so slight that the patient 
do not lose consciousness, he will probably recover entirely, as in the 
case referred to on p%ge 222; this is especially the case in people 
below fifty who have had syphilis. On the other hand, thrombosis, 
whether due to syphilitic or atheromatous arteries or to emboli, is very 
apt to recur, and a patient may have a succession of cerebral attacks, in 
one of which he may succumb. This is seen in pseudo-bulbar cases as 
well as in those of true bulbar origin. 

If after an acute attack there be difficulty of swallowing and breathing, 
the prognosis is not so good; but probably these will diminish, and, if the 
patient get over the first week after his attack, his further improvement 
will depend on whether the lesion is above the nucleus, in the nucleus, or 
below it: the least favourable condition for future recovery is a lesion of 
the nucleus, tt is better when the lesion is in the nerve within the medulla 
coming from the nucleus, and it is most favourable when the lesion affects 
the motor tract. 
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The treatment of acute bulbar attacks is different in' the tvK) varieties 
of sudden and of rapid onset. In the sudden form the cause of the vascular 
obstruction micst be ascertained, and, in the absence of cardiac disease, 
Bright’s disease, or atheromatous arteries, the treatment should be anjsi- 
syphilitic, namely, inunction of mercurial oihtment, followed by large 
doses of potassium iodide. Or if any one of the othef diseases be present, 
the treatment will be modified accoidingly.-- 

• Ill the acute inflammatoiy form the treatment should be that of ticffte 
poliomyelitis. 

The gieat difficulty in most of these cases is the feeding; if there be 
any difficulty in swallowing, there should be no hesitation in feeding the 
patient by a soft tube passed through the nose. 

Later, in nuclear and infra-nuclear cases, if the muscles are wasted, 
they should be treated by the constant current, and internally by quinine, 
iron and strychnia. 

Chronic bulbar paralysis, chronic nuclear paralysis.—This affec¬ 
tion, which occurs much more frequently than the acute forms, is also 
called “ Glosso-labio-laryngeal paralysis.” 

The disease was first described by Dum6nil in 1859, and more fully 
by Duchenne in 1860; but before these a case had been seen and described 
by Trousseau in 1841, though apparently it was not published. In these 
cases atrophy of the spinal accessory and hypoglossal nerves was found, 
and it was remarked that the atrophy was identical with that found by 
Cruveilhier in progressive muscular atrophy. 

Dum4nil evidently considered that his case, in which there was 
atrophy of the hypoglossal nerves, was a variety of progressive muscular 
■atrophy, whereas Duchenne looked on the cases as quite different, for he 
says that in glosso-labio-laryngeal paralysis there is paralysis without 
atrophy, while progressive muscular atrophy is a lesion of muscular 
nutrition without paralysis; but as he describes the tongue in his cases 
as having very little motion and its surface as being a little wrinkled, 
there probably was atrophy of the tongue. 

CavMS. —The age at which the disease begins is usually between thirty 
and sixty, though a few rare cases have been observed much younger; for 
instance at eight years by Bemak, and at twelve by Hoffmann (13). 

Males are rather more affected than females. 

In the family history some other form of nervous diseases is occasionally 
present, and, rarely, several members of one family have been affected. 

. Previous illnesses do not appear to cause the disease, nor does syphilis 
seem to enter into the causation. 

Exposure to wet and cold and to severe mental and physical strain have 
appeared to be proximate causes in some cases, but for the most part the 
causes remain unknown. 

i%mp/oms. 5 —Chronic bulbar paralysis may exWt by itself, but it is 
particularly associated with two diseases affecting other part^'of the body. 
One of these is progressive muscular atrophy, and there is no doubt that 
chronic bulbar paralysis is the representative of this disease in the 
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medulla—in fact, that they are one and the same disease occupying 
yiai ngoufl parts of the nervous system; it is not strange, therefore, thivt the 
two forms should eJMt together. The other disease is amyotrophic 
lateral sclerosis, where the weakness of the muscles supplied by*thc 
me'dulla follows the symptoms of lateral sclerosis, and the weakness is iu 
some cases followed hy atrophy. 

In chronic bulbar paralysie the symptoms are bilateral and come on, 
as %'«rule, gradually, with slight difficulty in speaking; but in one c^ise I 
saw the difficulty was first noticed when the patient tried to sing, and 
after that the speech gradually became indistinct; it was probable that 
in this case the defect was not sufficient to affect the speech, but that 
the greater effort in singing brought it into prominence. 

The tongue is usually the first organ to bo attacked, and it shows 
ftself in the difficulty of pronouncing certain consonants which are pro¬ 
duced by the action of the tongue as it is approximated either to the teeth 

_dental consonants—or to the soft palate—guttural consonants. In the 

foimer case t, d, and th are difficult to pronounce and are first affected, 
and subsequently the consonants h, g, and ch. 

Along with the difficulty of speaking, general weakness of both sides 
of the tongue is observed, with wasting of its muscular tissue. At firat 
the tongue looks flatter and not quite so plump as natural, the move¬ 
ments become slower, and there is difficulty in protruding the tongue to 
the full extent beyond the teeth, and also in putting the tip into either 
cheek, or in elevating it. Early in the disease fibriUar contractions are 
observed in the form of fine linear quiverings taking place along the 
tongue in a longitudinal direction under the mucojis membrane. 

After the tongue the orbicularis oris is next involved, and it is noticed 
that the patient is unable to purse up the mouth, and loses the j^wor of 
whistling (in trying this test the anterior nares should firat be closed, as 
the soft palate is often unable to close the posterior nares), or of blowing 
out a ca^le. In the early stages the strength of the orbicularis ons may 
be tested by inserting the forefinger and thiimb between the lips, and by 
trying to separate the finger and thumb against the pureed-up lips; in a 
h^thy person this is npt easy. At the »me time the ^P^^ ’s still 
further affected, and especially the explosive labial sounds ^, b althoug^he 
aspirate labial sound / and the resoimnt labia m can stiU be 
in these two ooiindn the lips are not required to be tightly closed. As 
the paralysis progresses the transverse length of the lips is increased, and 
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much more effect on the voice and on the power of clocing the posterioi- 

nares than an almost complete paralysis of one-half only. In a paralysis 
of both sides ©f the palate, which is sufficient t^ prevent the patient 
from closing the posterior nares, the speech is nasal, the . difficulty of 
pronouncing the gutturals £, g by pressing the tongue against the soft 
palate is increased; also, as some of the air passes through the nose, the 
proper amount of pressure to separate the lips is not obtained, so that p 
and h become v or f and m. • * 

On trying to inflate the cheeks—taking care that the lips are closed 
voluntarily or by the finger and thumb—a snorting noise is h^rd as 
the air passes through the posterior nares; or, if the anterior nares be^ 
closed by the finger and thumb and the cheeks inflated,*then, on letting 
open the anterior nares, the air rushes through and the cheeks collapse. 

On phonation, and on a deep inspiration, the soft palate on both sideif 
is very slightly elevated; but the mere hanging of the uvula to one side, or 
the difference of the height of the two palatine arches, is not of much 
value, and paralysis of the soft palate can only be said definitely to occur 
when there is deficient movement on phonation or respiration. 

The vocal cords are also liable to be paralysed after the above parts 
have been involved; and the palsy consists in a difficulty in approximating 
the cords in phonation and in coughing, so that the voice is low pitched 
and monotonous, and a proper cough cannot be executed. 

In some cases the muscles of mastication—the masseters, temporals, 
and pterygoids—become involved, and then the patient has difficulty in 
making the teeth meet, and in masticating the food; and the mouth 
remains open. , 

The paralysis and the wasting of the muscles progresses till the patient 
reaches a most deplorable condition. The features present the character¬ 
istic melancholy appearance, the mouth cannot be closed, the lower lip is 
everted, the tongue lies shrivelled up without any poNver to move it off 
the floor of the mouth, the soft palate hangs motionless, or flaps to and fro 
with respiration. The speech is a slow monotonous mumbling or is lost 
altogether, the power of phonating a few vowels being all that remains. 
Mastication is almost impossible, owing in part ^o the feebleness of the 
muscles, and in part to the inability of the tongue to keep the food 
between the teeth. 

The act of swallowing is attended by the greatest difficulty and 
danger. Owing to the paralysis of the tongue the food cannot be pushed 
backwards by the pressure of this organ from before backwards against the 
hard palate, but the head has to be thrown backwards to allow the food 
or liquid to fall backwards by its weight; fluids when they reach the back 
of the mouth, as the posterior nares are not shut off by the soft palate, 
readily pass into the nasal cavity and regurgitate through the anterior 
nares. Agai^n, as the larynx is not drawn up under the tongue, and as 
the epiglottic muscles and the constrictors of the pharynk are x>alsied, 
fluids very easily pass into the glottis instead of into the oesophagus, and 
frequently produce choking, while the power of expulsion is scarcely 
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assisted ^by the feeble power of coughing possesaed by the patient. Later 
jn the dise^ the vagus nucleus is sometimes invaded, giving rise to rapid 
cardiac action and to attacks oi dyspnoea. 

Owing to the difficulty of swallowing, the saliva accumulates iij an 
eAraorfinary amount; aad, owing to the drooping of the lower lip, 
the saliva is constontiy dripping from the mouth, and the patient saturates 
many handkerchiefs in the day; on opening the month the saliva, which 
is^ien thick and viscid, hangs in festoons about the fauces, while every 
now and again the patient throws back his head in the endeavour to get 
rid of t^e excess of saliva by swallowing. 

The wasting of the muscles is very marked and does not succeed the 
loss of power, as in acute nuclear lesions, but goes on step by step with 
the weakness; it is very gradual and involves fibril after fibril in the 
tongue. The atrophy of the intrinsic muscles of the tongue can be felt 
with the finger and thumb, while the mucous membrane is thrown into folds 
and looks like a half-filled bag. The lips are sometimes not noticeably 
diminished in size, in others they are decidedly thinner than nonnal. 
Wasting of the levator palati and of the vocal cord muscles cannot 
actually be seen, but their loss of action can be readily ascertained. 

The fibrillar contractions are similar to those seen in progressive 
muscular atrophy; they are best seen in the muscles which are actually 
wasting, and especially in the tongue, where they give that organ the 
appearance of a bag half full of worms. The individual fibrils contract one 
at a time and in succession; movements which are proljably due to irritation 
of the hyperexcitable degenerating nerve-cell in the nucleus supplying the 
individual fibril. , 

With regard to the electrical reactions, the affected muscles react .to 
the faradic current as long as there are any muscle-fibres left, which have 
not degenerated so far as to fail to respond to the current; but as these 
fibres diminish in ftumbers as the disease progresses, so the force of the 
resultant contraction becomes less and less. But these degenerated 
muscle-fibres which will not react to the faradic current will give the 


reaction of degeneration with the galvanic constant current; thus we 
have the muscle giviijg a slow deliberate contraction with a weaker 
galvanic current than natural, and i*esponding, on making the current, 
more readily to the positive than the negative pole. We have, therefore, 
the following conditions:—^in the earliest stages the muscles react to both 
currents, though not so strongly as normally ; later, when about half the 
fibres have degenerated, the faradic reaction is about half as strong as it 
should be, while to a fairly strong constant current the quick normal 
response of the undegenerate muscle-fibres to the negative closure is 
followed by a slow deliberate contraction of the degenerate muscles; if 
the minimal current only is tried the slow reaction of the depnerate 
muscles will be obtainid,and probably with the positive ratjier than with 
the negative«pole. Finally, when all the fibres have wasted there is no 

reaction to either current. . i * 

Befiex action of the larynx and pharynx is almost invariably 
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diminished apd after a time abolished j so that on touching the sof 
palate it is either only slightly elevated or not all, while by tickling tl^i 
faudes there iatgreat difficulty in producing the reflex actions of retching 
and vomiting. 

Sensibility is not at all affected, and all forms of sensation are pre 
served, so that the loss of reflex action is caused on the motor side and 
not on the sensory side of the reflex arc. u 

The deep or tendon reflexes in simple uncomplicated bulbar pan.!} sis 
are not increased, nor are they altered when the disease is associated 
with progressive muscular atrophy. On the other hand, when the bulbar 
symptoms form part of the disease called amyotrophic lateral sclerosis, 
the muscles which close the lower jaw have their so-called tendon reflexes 
increased in harmony with those of the upper and lower limbs. It is in 
these cases that the “ jaw-jerk ” is obtained, and in marked cases “ lowei?- 
jaw clonus ”—^a condition which, I believe, I was the first to observe in 
1881 and to publish (in Brain) in 1886 : on placing the finger on the 
lower teeth and striking it, the lower jaw passes into a clonus similar to 
ankle clonus. 

Though the mental condition of these cases is not aflected, the 
patients are often very emotional, laughing and crying at the same time; 
and it is extraordinary, considenng the perilous and miserable state that 
they are in, how very good-tempered they are. 

The course of the disease progresses from bad to worse, and although 
in some cases the symptoms may be in abeyance for some months, they 
increase again and bring the patient to the last stage of the disease. 

During the disease,the patient is very liable to contract bronchitis or 
pneumonia, sometimes from particles of food or fluid which may have got 
into the lungs; and then, owing to the feeble condition of the respira¬ 
tory muscles, the patient is unable to clear the lungs of mucus, and he 
succumbs. In his inability to take food the patients undergoes general 
wasting and weakness, which may end his days. 

The disease is prone to extend to the vagus nucleus also and so to para¬ 
lyse the respiratory movements. Lastly, food may become impact^ in 
the glottis, and, before help can be obtained, tjje patient is suffocated. 
The course of the disease is seldom over two years. 

Although the above account is the classical description of the disease, 
anomalous cases have been described by Guinon and Parmentier, and 
other cases by Bosenthal, Sachs, Bristowe, Seeligmuller, and Eichhorst, 
where progressive muscular atrophy of the limbs was associated with 
ophthalmoplegia externa as well as with the usual bulbar symptoms. 
There seems no reason why the ocular nuclei should not be more 
frequently associated with progressive muscular atrophy, yet as a matter 
of experience the combination is very rare. 

Two cassis, having much importance in the^ question of age and 
heredity, have been published by Londe in two brothers, fane of whom 
was paralysed in the facial muscles of both sides, with fibrillar contrac¬ 
tions ; there was left ptosis, atrophy and fibrillar twitchings of the tongue. 
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salivation, bilateral al^uctor paralysis of the vocal corcls, difficulty in 
swallowing, and weakness of some of the neck muscles. The other case, 
‘in a younger brother of the above, showed definite paresij of frontaUs and 
orbicularis oculi of the facial muscles, followed by commencing weakness 
of the lower face muscle%. Londc considered that the above cases were* 
examples of a true family progressive bulbar paralysis occuiTing in 
childhood, the chief characteristics being that the upper facial muscles 
MiesB attacked, and, especially, that the disease began in those muscles. 

It cannot be certainly stated that these cases were due to a lesion 
of the medulla, as no autopsy was recorded. 

Phthology .—The disease is essentially a slow degeneration of the cells 
of the motor Quclei of the bulb. The changes which cause the muscular 
wasting are found in the nuclei of the hypoglossal nerve of both sides, the 


vagus, and its accessory nucleus. 

The first accounts of definite post-mortem changes were published by 
Charcot and Joffroy, who found chiefly atrophy of the cells in the 
hypoglossal nueleus, while the combined nuclei of the glosso-pharyngeal, 
vagus, and its accessory nerve were but slightly affected. 

It should be mentioned that, according to Drs. Tooth and Turner, 
no lesion in the 9th, 10th, and 11th nuclei could be found in a case 
of bulbar paralysis examined by them, though the hypoglossal nucleus 
was much affected, and there was paralysis of the soft palate and vocal cords. 
According to these authors, only certain of the motor cranial nerves were 
affected; beginning from above, the motor nucleus of the 5th and the 
nucleus of the 7th (facial) had their cells atrophied and granular at the 
highest part of the nucleus, but lower down the cells were more normal. 
The ascending loop of the 7th nerve, whidi lies dorsally to the 
posterior longitudinal bundle, was completely degenerated, the nerve-fibres 
being absent. The issuing 7th nei-ve-trunk was not, howeve^ com¬ 
pletely atrophied, but contained many healthy nerve-fibres; thus 
that some of the fibres proceeded from healthy nuclei. The 9th, lUth, 
and nth nuclei were healthy; but in the 12th nucleus the cells were 
much atrophied, and also the fine network of fibres in the nucleus. 
The small-celled nucleus of the hypoglossal (Roller) escaped. 

The cells of the nuclei gradually waste and lose their processes, an 
are at length represented by small angular bodies. The products of the 
degeneration of the cells, in the form of granule corpuscles, are met with 
and in some cases interstitial changes in the connective tissue with 
enlargement of the blood-vessels have been observed 

In uncomplicated cases, and in those associated 
museular atrophy, there are no changes in the pyramidal 
only in cases of amyotrophic lateral sclerosis that sclerosis of py 

nucleus itself. 


asa SYSTEM OF MMDICYITE 

- -----;___i---■___ 

The nerre-trunks which supply the affected i^uscles are gray in colour 
and dimiidshed in size; and in some nerves like the hypoglossal very few- 
healthy fibres |»n be found, while the interstitial connective tissue i^ 
increased. * 

llie muscles themselves have their fibres much atrophied. In sotfte 
cases the individual fibres are smaller, or show signs of granular or fatty 
degeneration. The changes are precisely jthe same as those found in 
progressive muscular atrophy. 

The relation of the grouping of the affected muscles to the nuclei 
involved is of great importance. It has been noticed for some time that 
in these cases the facial muscles do not waste as a whole; but that, -whereas 
the orbicularis oris was associated -with wasting of the tongue and paralysis' 
of the palate and laryngeal muscles, the middle face muscles, the elevators 
of the angle of the mouth were much less frequently affected, and the* 
orbicularis oculi and frontalis practically never; so that there must be 
some association between the tongue muscles, the orbjcularis oris, the 
soft palate, and the laryngeal muscles. In the remarks on the anatomy 
and physiology in Dr. Turner’s article, attention has been called to the 
arrangement which limits the function of the facial nucleus to so few of 
the muscles of the face—only the elevators and depressors of the angle of 
the mouth; and with this observation must 1>e taken a case, observed by Sir 
William Gowers, of poliomyelitis due to nuclear paralysis, where the or¬ 
bicularis oris escai^d entirely, though the rest of the face was absolutely 
paralysed, as showing that the orbicularis oris is probably not supplied by 
the facial nucleus. There seems no reason to doubt that the reason of the 
tongue and orbicularis oris being affected together is that both are supplied 
by the hypoglossal nuclehs, while the close association of the soft palate and 
the vocal cords would be due either to the implication of the accessory 
nucleus, which is close to the hypoglossal, or to the motor supply of 
muscles of these parts from the hypoglossal nucleus ?tself through the 
accessory nerve, as suggested by Tooth and Turner. 

We have no means of ascertaining the cause of the degeneration of 
the nerve-cells, and it is quite possible that the changes may be due to 
toxic influences. 

Prognosis .—This is alw-^ays very bad. The duration of the disease is 
seldom more than two years, and usually ends the life of the patient. 
The prognosis is especially unfavourable in those cases which are associated 
with progressive spinal muscular atrophy. 

Treaiment. —It seems impossible to arrest the disease, but it is well 
to try to do so if only for a time, and meanwhile to make the existence 
of the patient as comfortable as possible. 

Patients should be warmly clad, and be careful to avoid the risks of 
bronchitis or pneumonia. 

Feeding is always a difficulty, especially in .the later stages, but 
it is very iihportaut to keep up the strength of the {atient by a 
sufficient quantity of food. Semi-solid pultaceous foods are swallowed 
better than liquids or solids. Meat and fish should be pounded, passed 
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tbroug^i a sieve, and mad^ np into a thick consistency with soups. Meat 
jellies can also be managed. All hard substances, such as the crust 
o? bread, should be carefully avoided. When swallowing is impos¬ 
sible, artificial feeding* by a funnel and a soft tube passed through the 
motith or nose must be Uiged. While they are able to swallow, tlsese 
patients should never be left alone while eating, as the sudden inipac 
tion of food in the glottis may cause death before an alarm can be given. 

•^ith regard to internal treAment, quinine, arsenic, iron, and strychnine 
should be given.' The last may advantageously be given in the form of 
hypodermic injection, as recommended by Sir William Gowers who has 
seen improvement take place under it, of gr. of nitrate of strych¬ 
nine with gr. A, to of morphine. 

Electrical treatment has frequently been applied, but I cannot say 
that I have seen much good from it; if it bo employed, the constant 
current should be used, not the faradic, and the negative pole should be 
applied direct to the muscles affected, the positive pole being over the back 
of the neck. Gralvanisation of the sympathetic has also been employed. 

Of the other forma of chronic disease affecting the nuclei of the 
bulb, tumours may be mentioned. These very rarely affect the nuclei 
of the 9th, 10th, 11th, and 12th nerves ; but tumours such as gliomata or 
tuberculous deposits may occur on one side within the medulla at its i*m®' 
tion with the pons, and cause complete paralysis of the facial iieiwc on that 
side, conjugate deviation of the eyes to the opposite side, and iwralysis 
of the opposite arm and leg. These symptoms are produced when the Gtli 
nucleus, the 7th nerve, and the pyramidal tract of one sule are mvolyed. 

Infra-nuclear paralysis. — The symptoms of these lesions differ 
according as the position of the lesion is withia the medulla itself, or 
outside the medulla pressing on this structure, or implicating 
before they emerge from the cranial caviu^ The ^ 

be carefully distinguished from those produced by ^ - 

nerves after they have left the cranial cavity, winch haixlly come iiii.ki 

the title of bulbar paralysis. i „ 

The infra-nuclear lesions within the medulla must of necessity i y 
limited in range, as they take effect on the bulbar i.ciwes 
passage between their fiuclei at the posterior iiart of the 
Sheir exit from the surface of the medulla The 

been referred to (p. 225), and the most likely lesion would be softennig 
caused by thrombMis of one of the vessels entering the 
the vertebral artery, and the symptoms would 

tongue muscles of one side, or of the soft palate and voca coril f o"® ^ 
So» of power and perhaps amesthesia of the opposite 

the lSv with es4® of the face, while the trai^znis and sterno- 

but the condition is very rare. 
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The extra-medullary lesions are more comnfon and delinite than* the 
intra^medoUary. 

The symptoms may be dae to a tumour pressing on the nerves afid 
on the m^ulla, or to meningitis, which may be simple or syphilitic. Of 
these, syphilitic gumma and syphilitic chroyic meningitis are the most 
common causes. , 

In syphilitic meningitis the membranes are very much thickened and 
compress the nerves passing through thim, a condition which be 
associated with a gumma in the neighbourhood or be independent of it. 

The symptoms consist in a gradual paralysis of one - half of the 
tongue, one-half of the soft palate, and one vocal cord, all on the same 
side. This combination was first pointed out by Dr. E[pghlings Jackson 
(14) in 1864, in cases of lesion outside the medulla, and it is due to 
the implication of the accessory to the vagus and the hypoglossal nerves. 
In some cases the spinal accessory is also affected, whereby the stemo- 
mastoid and trapezius of the same are paralysed; and also, although I 
have not yet had the opportunity of observing a case, I anticipate from 
the experiments which I made with Mr. Horsley (2) that the depres¬ 
sors of the hyoid bone, which are supplied by the 1st and 2nd cervical 
roots, and not by the hypoglossal nerve, would be paralysed on the same 
side. These two last symptoms are of very great importance, as paralysis 
of the tongue, soft palate, and vocal cord on one side might be caused by 
an intra-medullary lesion affecting the hypoglossal nerve and the accessory 
to the vagus; but such a lesion, unless it extended down the interior of 
the medulla and cervical cord, would not cause paralysis of the de¬ 
pressors of the hyoid and of the trapezius and sterno-mastoid, and if 
it were so extensive, < it would probably cause paralysis of all four 
limbs, by involving the decussation of the pyramids. 

The affected muscles waste, and, being cut off from their trophic 
centres, the bulbar nuclei, give the electrical reaction of degeneration. 

The symptoms do not cause the difficulty of the other forms of bulbar 
paralyses, as they are unilateral and the patient is able to speak, swallow, 
and cough by means of the opposite unaffected side. 

The prognosis of the infra-nuclear paralyses varies very much according 
to their cause and their situation within or witUout the medulla. Intra¬ 
medullary lesions are more serious than extra-medullary, but tumours 
otherwise than syphilitic must soon be fatal. The least dangerous condi¬ 
tion would be syphilitic chronic meningitis and gummata, which are 
often amenable to treatment, though by no means invariably! 

Treatment consists in antisjrphilitic remedies, even in the absence of 
any histoiy of syphilis; and for children in cod-liver oil and syrup of iodide 
of iron, on the chance of the growth being tuberculous. 

If an extra-medullary tumour could be diagnosed with any certainty, 
it might be possible to reach it through the post^or fossa of the skull 
and to remove it surgically, though I am not aware that suah an attempt 
has yet been made. 

Extra-cranial causes. —Although they are not included under the 
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name “bulbar paralyses, we must remember that lesions of the lower 
cranial nerves outside the cranium give rise to symptoms which are 
often very difficult to diagnose from those of intra-cranial bulbar lesions. 
These lesions may bd enumerated as caries of the cervical ^iebrcr, cellulitis 
of*the neck, tumours, and multiple neuritis. 

As an example of an extra-cranial tumour, I recently had a case of 
complete paralysis of both sides of the soft palate in which reflex action 
indrfaradic excitability were lost, but the galvanic reaction of degenei-a- 
tion was present The patient had no paralysis of the tongue or of the 
vocal cords, but the whole of the right 5th nerve, motor and sensory, 
Avas involved, with complete loss of taste for that side of the tongue. At 
the autopsy a sarcomatous tumour was found on each side at the back of 
the pharynx, but not extending across the middle line; and it had also 
•spread backwards into the cranial cavity through the foramen lacerum 
medium on the right side, and attacked the 5th nerve near its root. 
The paralysis of the soft palate was considered during life to be due to 
inclusion of the pharyngeal plexus in the growth, while the freedom of 
the tongue and vocal cords was against the disease being mtra-cranial, so 

far as the bulb was concerned. , , t . 

Neuritis may affect single nerves like the hypoglossal, and I have seen 

one case of hemiatrophy of the tongue in diabetes. 

Very rarely cases of multiple neuritis occur in this region ; I have 
recently had a case in a young girl, who suffered from severe pains in the 
arms and legs followed by anasthesia, loss of power, and wasting in the 
TscleTi the hands and feet and loss of faradic excita^hty i 
with these symptoms were complete loss of power in 
face including the frontalis and orbicularis oculi,»weakness of the 
nSati eZciflly on the right side, with inability to close the ^stenor 
amphy ol the right half of tho 

r:: d«= p^whiy».yphni. «.d both 

.pp»ont M^opdol ch.Bi»a-F.onj 
p»aiy«. 

without the discovery of any pathological change alter exnaus 

was described by Sir Samuel Wilks, in 1873, in a prl 
by 

tinct speech, difficulty in i^ghmg, hours. Micro- 

the re^rutlu. W-e to Sr^^lulln 

■^roTl^rX'^bhjh^ by 

dis^overeJ: to the uiedulU, .. them no toed 
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wasting, and there was increase of the deep reflexes, the case would seem 
to resemble the form of amyotrophic lateral sclerosis where the nuclei are 
not affected; but no mention was made in the microscopical report 8f 
sclerosis of thi lateral columns or pyramidal tracts.* 

*Another case has been described by Oppenheim in which all the 
symptoms of chronic bulbar paralysis occurred; yet nothing was dis¬ 
covered, although the nuclei of the bulbar nerves, their roots, and also the 
peripheral nerves were carefully examined. r ‘ 

Four cases have been published by Dr. Pineles of bulbar para¬ 
lysis in which there was paresis of the eye muscles, difficulty of swallow¬ 
ing and of articulation, with weakness of the limbs and a marked 
feeling of lassitude; death occurred suddenly, and no ch^ges were found 
in the medulla. 

Another similar case has occurred in which Meyer, in Marchi-stained pre* 
parations, found degeneration of the intra-medullary spinal roots; so that 
it is possible that in these cases there is some latent pathological change. 

.Mother class of cases of bulbar paralysis without anatomical 
changes are those described by Striimpell, which he calls asthenic. 
Here the patients are young people—one a girl aged twenty—who readily 
feel tired, and have slight pains about them, then ptosis, difficulty in 
speaking, swallowing, and biting; later the muscles of the neck, back, and 
limbs are attacked, and lastly the respiratory muscles. The sphincter atii 
and sphincter vesicse are not affected. There is no atrophy, the knee- 
jerks are slightly diminished, but there is no change in the electrical 
reactions. Remissions usually occur, but in the above case the patient 
died suddenly, after several attacks of dyspnoea, ten months after the 
onset. At the autopsy nothing pathological was found macroscopically 
or microscopically, and it is possible that the condition may be due to 
some organic poison. 

The general diagnosis of bulbar paralyses is one of the greatest 
importance, and often also one of great difficulty. 

The first point is to discriminate between the supra-nuclear lesions 
on the one hand and the nuclear with the infra-nuclear on the other. 

In the supra-nuclear lesions the muscles do not waste, except from 
disuse, there are no fibrillar contractions, the 'electrical reactions are 
normal, reflex actions are preserved, and in some cases the emotional 
moYemcnts of expression; so that althotigh the patient’s face may be 
absolutely motionless to volitional efforts and he cannot cough voluntarily, 
ho can cough, smile, and yawn reflexly, while the reflex actions of the soft 
palate and pharynx are also preserved. 

Whether the emotional actions are preserved in lesions of the 
middle of the pons has not yet, I bob'eve, been ascertained. 

On the other hand, in all nuclear and infra-nuclear lesions aflfecting 
the bulbar nerves, the muscles waste and give the ,electrical reactions of 
degeneration, and they sometimes present fibrillar contractions, while all 
reflex actions are either diminished or abolished altogether. 

In supra-nuclear paralyses the pseudo-bulbar paralyses, due to lesions 
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of the cortex or internal capsules, are characterised by a history of two 
attacks of hemiplegia involving the face, tongue, perhaps the limbs, fii-st 
on one side aud then on the other, and the symptoms occur after the 
second attack; whereAs in lesions just above the nuclei the symptoms 
come on after one attack, and the limbs may not be affected. ' 

In tke nuclear and infra-nuclear cases the first distinction is into 
aeute and chronic cases. Taking the acute cases first, wo have to separate 
tht%r.» into those of sudden and those of rapid onset, the former being 
due to occlusion of a vessel or to a small hsemoiThagc, while the latter, 
being due to an inflammatory condition of the nuclear cells, would be 
attended by fever and vomiting. 

The diagnosw of acute nuclear from acute infra-nuclcjir lesions within 
the medulla would depend on the distribution of the symptoms. In nuclear 
paralyses it would be very difficult (e.xcept in the inflammatory form) for 
one hypoglossal nucleus to be affected without the other, and, furthennorc, 
the orbicularis oris would probably be affected while the limbs would escape; 
whereas a lesion of the hypoglossal nerve in its intra-medullary course 
would not affect the orbicularis oris, and probably would cause weakness 

or ansesthesia of the opposite limbs. ... i i 4 . 

The extra-medullary lesions are usually chronic with a gradual onset, 
and are nearly always unilateral; while the association of pandysis of the 
stemo-mastoid, trapezius, and also of the depressors of the hyoid bone, on the 
same side as the paralysis of half the tongue, the soft palate, and one voail 
cord would make the extra-medullary position of the lesion almost certain. 

The progressive bilateral character of chronic bulbar paralysis should 
prevent any difficulty in its diagnosis. 
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P.S .—^With the cases related on p. 236, /may bring forward the 
following instance of bulbar disease, the issue of which was a great shock 

to me and a {minful lesson. Miss-, aged 18, of good personal and 

family history, “ caught cold six months previously, followed by stiffness 
of the tongue and jaws"; this stiffness remained fora few weeks and 
then disappeared. She now moves her tongue and jaws, and indeed every 
muscle of the face, throat, and orbit, qujte normally. Palatal reflexes 
normal. Jaw reflex not tested. But of late she has begun to talk oddly, 
“ as if mth a potato in her mouth." This gets worse as she proceeds, 
when her utterance becomes involved, and she stops. Phonation does not 
fail but articulation, as if there were an incoordination of the muscles 
of speech. I put her to read from a book; she began w/sll, but soon the 
disorder set in, and she became unintelligible. Her friends told me she read 
much better when at home quietly, “ not nearly so badly as before me.'* 
A few weeks ago a difficulty in swallowing came on, “ she choked over her 
meals, more when she was tired, that is, at the later meals of the day.” The 
account of it seemed quite like that of “ neurotic spasm of the oesophagus.” 
She is, however, a healthy, nice-looking girl, and I find no definite evidence 
of hysteria or other neurosis, or of palsy or atrophy. Visual field normal. 
1 talked the case over with her own medical man ; we could find no other 
evidence of organic disease, except, by the way, that the forefinger of the 
left hand seemed weak and fumbling, and she said it was “ numb,” so 
that she had had to give up needlework. 

We made a provisional diagnosis of hysteria, yet with reserve, as the 
disorder of speech seemed a strange one. However, on some moral 
discipline and tonic medicine with valerian, she improved so much that 
our a];g>rehen8ions were lulled to rest, and I did not see her again. We 
had talked of sending her to the Queen’s Square Hospital, but now she 
seemed in the way of recovery. One evening, three weeks after her call 
on me, her symptoms got worse again, especially the swallowing, and her 
mother, seeing this, warned her somewhat sharply to control herself. 

The next day the patient came into her mother’s bedroom about 
8.30 A.M.—to protest, as well she might, poor child, that she really could 
not help these eccentricities—when suddenly she fell to the groimd, was 
convulsed, turned blue, and died at her mother’s feet. She could scarcely 
have died by choking Avith food as this terrible event happened before her 
breakfast. To suggest a necropsy under such circumstances seemed to her 
medical man impossible, and a certificate of death in an epileptic fit was 
given. I Avas at a loss to comprehend how this patient could have pro¬ 
gressive structural disease of the medullary centres Avithout producing 
palsy or wasting of the muscles concerned, but the case was probably one 
of those anomalous fatal instances in which the medulla has been found 
apparently free from static disease. In this opinion Dr. Beevor coincides, 
while pointing out that the usual mode of death is by dyspnoea. 


Ed. 
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THE EXPEEIMENTAL PATHOUKJi' OF THE CEREBRAL 

CIRCULATION 

The cerebpal pulsation.— As early as 1750, knowledge of the respira¬ 
tory nature of the oscillations of the brain volume was established by 
Schlichting. ^ 

In the last thirty yeare the movements of the brain have lieen 
accurately recorded by Salath^, Fran 9 oi 8 Franck, Mosso, Elder, Hutchinson, 
and many others. Records have been taken from men with cranial 
defects, and from infants by way of the fontanelle.^ It has been 
asserted that the brain cannot pulsate in the closed cranium, on the 
^und that the brain fills the rigid, unyielding box of the skull in which 
it lies enclosed. The inaccuracy of such a statement can easily be shown 
by the following means:—After the skull of a dog has been trephined 
and the dura opened, a piece of metal tubing, on the lower end of which 
a thin rubber meii\))rano is tied, is screwed into the trepan hole. This 
membrane, after the introduction of the tube, lies in apposition with 
the brain. To the other end of the metal tube is fastened a piece of 
glass tubing of fine bore. This glass tube is filled with water contain¬ 
ing a bubble of air, to act as an index. In its turn it is attached, by 
a T-tube, to a pressure flbttle and a mercury manometer. Now, in using 
this simple apparatus, the position of the air-bubble index is marked on 
the glass tube when the apparatus is held in the horizontal position, and 
the pressure is nil. The gauge is then screwed into the skull, and the 
air index, which at first is forced out, is brought back to its original posi¬ 
tion by raising the pressure bottle; that is to say, the brain, which is 
slightly bulged outwards into the trephine hole, is forced into that flat¬ 
tened position which it naturally must assume against the closed cranial 
wall The pressure of the cranial contents against the skull wall is 

^ Tbe trecinffi nhow carSiac uid re.spirator)’ oscillatiouH. Tlie pnNe enne i' usually 
anacrotic; that^ to my, a small wave marks the asceiidiug limh of the curve. This 
auaoTotic ware is probably produced by reflection of the primary wave from the wall of tlte 
enninm. 
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exactly balanced, and the skull becomes once more a closed cavity, and 
on this procedure the elevation of the manometer gives the normal intra¬ 
cranial tension. The air index will then exhibit cardiac and respiral^iy 
undulations of intracranial pressure. 

The diastole and systole of the brain are made possible in two wayk:— 

1. By the ebb and flow of the cerebro-spinal fluid. The occipito- 
atlantal and other vertebral ligaments i^y extend in cerebral diastole, 
and allow the fluid to escape from the cranial cavity. The pulsal^iAn of 
the fluid can easily be observed by trephining the lamina of the atlas, 
screwing a tube therein, and connecting this tube with a water mano¬ 
meter. This mechanism is of little importance. Elder has shown that 
when a small quantity of Prussian blue is injected into the subarach¬ 
noidal space, and the animal is killed a short time afterwards, the blue 
matter is found not to have shifted its position. Thus there cannot be 
any marked translation of cerebro-spinal fluid synchronous with the cere¬ 
bral movements. 

2. By expression of the cerebral veins. In the dog it is a simple 
operation to screw a tube into the torcular Herophili. When this tube 
is connected with a water manometer the cerebral venous pressure can 
be recorded. Such a venous manometer exhibits all the cardiac and 
respiratory oscillations; the latter in a very marked way. 

The brain is an organ which, like any other or^n of the body, pul¬ 
sates with each stroke of the heart; but, owing to its peculiar condition 
enclosed as it is in an imyielding box, the cardiac pulse is not entirely 
spent in distending the arterioles and capillaries, but is transmitted to 
the venous sinuses. The brain, expanded by the Stroke of the cerebral 
arteries, compresses the cerebral veins against the cranial wall. The 
respiratory oscillations are caused by the variations of pressure in the 
right side of the heart. In expiration the blood is dammed back into 
the sinuses; in inspiration the veins are emptied bjt the suction of the 
thorax. 

The brain, unlike such an organ as the kidney, expands more during 
expiration than during inspiration. This is due to the absence of efiScient 
valves in the cranial and vertebral veins, and to the immediate continuity 
of these veins with the right atmicle and with'the venae cavae. If the 
torcular Herophili be opened in the freshly-killed animal, and the 
abdominal and thoracic Veins be compressed, venous blood can be 
driven out of the torcular in a continuous streaim. Likewise, in the 
human subject, fluid can be driven from the femoral vein out of the 
cerebral sinuses. 

Pathologically the movements of the brain can become increased or 
diminished. Any cause that produces increased tension of the dura may, 
when the skull is trephined, stop the apparent pulsation of this mem¬ 
brane. As the pulsation of the brain takes* place always in the 
direction of least resistance, the brain pulsation is but slightly marked 
in conditions of normal pressure •, that is to say, when the heaurt and the 
respiration run smoothly. If the skull be trepanned during the condition 
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of acute cerebral compression, the pulsation may be visibly increased owing 
to the slow, powerful beats of the heart, and the stertorous breathing. 

' The pulsation may be imperceptible when the brain i| bound down 
by adhesions in the heighbourhood of the trephine' hole; and, again, 
wHbnever the cardiac systole is feeble and the respiration shallow. * 

It is to bo concluded, then, that—(i.) The pulsations of the brain 
exist in the closed cranium. ^ (ii.) These pulsations are of cardiac and 
rospisatory origin. (iii.) 'fhe cardiac pulse is transmitted from the 
cerebral arteries to the cerebral venous sinuses, (iv.) The brain sbinds 
in closer relation to the vena cava than to the aortic pressure. Thus, 
normally, its greatest expansion is in expiration, and not in inspiration. 
If, liowever, tb© respiratory oscillations of arterial pressure become 
greatly magnified this condition may be reversed. (v.) The cardiac 
systolic expansion,of the brain within the closed cranium is rendered 
possible by the ebb of the cerebro-spinal fluid into the less rigid vertebral 
canal, and by the expulsion of the blood from the cerebral veins and 
sinuses, (vi.) Increased tension of the dura mater decreases its exhibition 
of the cerebral pulse, (vii.) On opening the dura, provided the brain 
movement be unrestricted by local adhesions, the extent of the pulsation 
will depend on the magnitude of the carduic oscillations of arterial pres¬ 
sure, and on the depth of the respiratory movements. 

The eerebro-spinal fluid.—Neither the brain nor the spinal cord 
possesses true lymphatic vessels; the lymph finds its way out of these 
organs by means of perivascular spaces in the tunica adventitia of the 
blood-vessels; these perivascular spaces communicate on the one hand 
with the cell spaces, on the other hand with the subarachnoidal si)ace. 

The central canal of the cord and the ventlicles of the brain are 
' connected with tho subarachnoidal space by the foramen of Majendie, and 
two other foramina in the lateral recesses of the fourth ventricle, by the 
side of the rfocculns cerebelli. The subarachnoidal space is continuous 
extending thoughout the central nervous system; anatomically, it is 
separated from the subdural space. The subarachnoidal space is in con¬ 
tinuity with the lymph spaces in the optic, auditory, and other nerves. 
The anatomical lack of continuity between the subarachnoidal and the sub¬ 
dural spaces is not physiologically important; for it is only by very gradual 
and most careful injections of coloured gelatine that the continuity of 
true cerebral vnth the spinal subarachnoidal space can be shown. On 
opening the dura in the living animal, with the utmost care, the fluid 
n^hin the cranium, if any, is seen to be in the subdural space. Saline 
or serum injected subdurally into the cranium at a preMure just above 
intracranial pressure runs with ease into the subarachnoidal space of the 

vertebral columm Retzius’ great monograph into most 

of the anatomical works of to-day, ^ve an entirely erroneo^ id^ of the 
contents of the cranium in the living animal. Therein Ve 
SS^noidal cisterns at the base of the brain distended with an artificial 
iniebtion, and the tentorium cerebelU pushed upwards and out of place. 

VOL. VII “ 
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In the living animal the chief content^ besides the brain substance, is 
blopd, not cerebro-spinal fluid. The living normal brain, with its circu¬ 
lating blood, ^Imost entirely fills the cranium, and the fluid that moistefis 
its surfaces is little more in amount than the synotial fluid in a joint. 

' The cerebral subarachnoidal space is a potential rather than an acCUal 
space, except in those few places where inequalities of the brain surface are 
rounded off by small collections of fluid^ beneath this membrane. In 
the vertebral canal the fluid is somewhat more in amount; and prohally, 
by its presence there, it wards off compression from the spinal cord during 
the flexions and torsions of the vertebral column. 

The hydrostatic pressure of the cerebro-spinal column of fluid during 
changes of posture has been supposed to be of importance. This is not 
so, for the pressure in the blood-vessels under the influence of gravity 
varies in the same sense as the pressure of the ccrebro-spinal fluid. 
Moreover, the fluid leaks into the veins at any pressure above venous 
pressure. Thus in the erect posture the lumbar portion of the cord 
cannot be rendered anaemic by the hydrostatic pressure of the column of 
cerebro-spinal fluid. 

Experiments on the behaviour of fluids injected into the cranio- 
verteb]^ cavity have led to results of very great interest. On tre¬ 
phining the lamina of a vertebra and screwing in a tube, normal saline 
can be driven into the vertebral canal. If a second trephine hole be 
made in the parietal region none of the injection into the vertebral 
canal can be driven out from this hole; the mid-brain is floated up by 
the fluid into the isthmus of the tentorium cerebelli and plugs this up, 
while the great brain likewise moves upwards and plugs the trephine 
hole in the parietal region. If, on the other hand, the saline be injected 
into the parietal hole, it can, in most cases, be driven through the cranio¬ 
vertebral canal and out of the hole in the vertebral column. The whole 
central nervous system can thus be irrigated freely. In some cases, when 
the pressure is low, and nearly always, if the pressure of the injecting 
fluid be high and applied suddenly, this cannot be done. By the pressure 
of the fluid the cerebrum is driven into the isthmus of the tentorium 
cerebelli, and blocks this up so that no fluid can be expelled. If the 
cerebrum be removed from the cranium of a dog, and the empty cerebral 
chamber be filled with water, none of the fluid leaks through the foramen 
magnum. This shows how completely the cerebellar chamber is filled by 
the brain mass within it. 

Saline or serum injected at any pressure above the cerebral venous 
pressure is found to disappear from the cranio-vertebral cavity; the 
higher the pressure the more rapid its disappearance. If the saline be 
coloured with methylene blue, the fluid can be traced passing straight 
into the cerebral veins and venous sinuses. In so short a time as five to 
ten minutes the blue colour may be found excreted into the stomach or 
bladder. In'this time the lymphatics of the neck are not (coloured, and 
not until the Ifqise of an hour’s steady injection do the deep cervical 
lymphatic glands begin to be tinged with colour. It is clear that the rapid 
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abSbrpfcion of fluid froin^the cranio-vertebral cavity takes place by means 
of the veins and not by way of the lymphatics. This statement holds 

S rally true for the pleural and peritoneal cavities. Fluid will not remain' 
any length of time in the cranio-vertebral cavity at a’pressure above 
the cerebral venous pressure. This is a fact of the utmost importance in 
the pathology of cerebral compression. 

In the normal healthy state the amount of cerebro-spinal fluid is very 
sljght. On opening the occijito-atlantal membrane in the dog but a few 
cubic centimetres at the most rvill be obtained. By continuously tsippiiig 
off the fluid Falkenhoim and Naunyn obfciined from dogs 36 to 240 cubic 
centimetres in twenty-four hours, but as soon as the cranio-vertebral cavity 
•is opened the conditions are no longer noi-mal. After such opening, the 
rate of transudation of the fluid seems to depend directly on the cerebral 
.capillary pressure. The cerebro-spinal fluid is normally maintained at 
the pressure in the cerebral veins. If the fluid be jJlowed to cscajic from 
the cranio-vertebral cavity, the pressure within this cjivity then falls to 
zero, while the cerebral capillary pressure remains unaltered. Consociuently 
transudation from the capillaries becomes continuous, hence the large 
amount of fluid obtained in some cases of fracture of the skull. The fluid 
escapes just as any raw surface weeps, as, for example, after an abrasion 
of the skin Since high arterial pressure increases transudation, and high 
venous pressure prevents absorption, these are the most favourable con¬ 
ditions for increasing the outflow of cerebro-spinal fluid from a cranial 


^ Thf cerebro-spinal fluid should be regarded as the lymph of the brain, 
its secretion and resorption being explained on the same 
lymphatic exudations. The difficulty of obtaining a sufficient T^ant^y of 
nor^l cerebro-spinal fluid from animals has prevented mlequato study of 
this secretion, and the whole question of lymph secretion is at present 
too unsettled a state to bo discussed with much proht. 

Professor Hamburton and others have found that cerebrospinal flni 1, 
drawn fresh from the subarachnoidal space, possesses a pocuhar chomic.d 
S^p^tion. The presence of a reducing body, belonging to the pyi^ 
catechin class of compounds, is the most characteristic feature. ^ertW 
sninal fluid contains but traces of scrum albumin, the protods present 
be^S in AeTorm of albumoses. The fluid does not clot. The s^cific 
9 t 1 Anf; iftlO The inorcanic sftlts = about 8 per 

S*’' 11000. . Th, HUM doc. not 

1 4 - Krkilina it oivcs a procipitato with cold lutnc acid, soluble on 
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the ethmoid bone. This fluid, according to t£e analysis* of Profe^or 
Halliburton, possessed the characteristic properties of cerebro-spinal fluid. 
When the jMitient was made to strain, as at stool, the rate of flow of tte 
fluid was doubled. On qualitative analysis it was jound by Halliburton 
that the percentage of total solids in the fluid passed during straining vias 
less than half that passed when the patient remained passive. The same 
result followed compression of the patient’s abdomen. This case con¬ 
firms the conclusion, arrived at previously, that the secretion, so soon^as 
the cranium is opened, becomes an exudation which depends on the pres¬ 
sure within the cerebral capillaries. Either the act of straining, or 
passive compression of the abdomen, markedly raises the general venous, 
and thus the cerebral capillary pressure. From the above considerations 
it may be concluded that:— 

(i.) The brain, with its circulating blood, almost entirely fills the, 
cranial cavity in the living animal, (ii.) Fluid escapes directly into the 
cerebral veins from the subarachnoidal or subdural spaces at any pressures 
above cerebral venous pressure, (iii.) So long as there is cerebro-spinal 
fluid within the meningeal spaces, the pressure of this fluid cannot be 
other than that of the cerebral veins. (iv.) The cranial vertebral 
cavity can be irrigated with normal saline at a low pressure. This 
can be effected through one trephine hole without any counter-opening, 
and is a perfectly harmless operation. (v.) No local pathological 
increase of cerebral pressure can be transmitted by the cerebro-spinal fluid 
to distant parts, because this fluid can never be retained in the meningeal 
spaces at a pressure higher than that of the cerebral veins, (vi.) It is thus 
probable that hydrocephalic distension of the ventricles of the brain may 
be relieved by establishing a drain into the subdimal space, (vii.) The 
cerebro-spinal fluid preserves its peculiar constitution under normal con¬ 
ditions of pressure only. If it be drawn off, its place is taken by a serous 
exudation. The rate of transudation when the cranio-vertebral cavity is 
opened depends directly on the difference between cerebral capillary and 
atmospheric pressure. 

The principles of the cerebral circulation.—^The quantity of blood 
within the cranium is almost invariable, “ for being enclosed in a case of 
bone, the blood must be continually flowing out'of the veins that room 
may be given to the blood which is entering by the arteries ” (Monro). 
“ In such a cavity as the cranium the blood cannot be diminished below 
a certain quantity, unless something entered in to supply its place, and, 
in the language of the old philosopher, prevent a vacuum ” (Abercrombie). 

The only substance which can enter into or forsake the craniun, 
when the blood quantum varies, is the cerebro-spinal fluid. Now this 
fluid is of insignificant amount. “ It is well known that there is found 
very little of the cerebro-spinal fluid—^in fact, in general little more than 
what is sufficient to moisten the surface of the membranes—in the 
interior of the, cranium in healthy persons up to the middle of life. 
Under these circumstances the quantity of cerebro-spinal fluid that could 
be displaced in the interior of the cranium must be trifling,” 
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*The condition under which the cerebro-spinal fluid is increased in 
amount is atrophy of the brain substance. A long continuance of low 
Jtterial pressure when the head is elevated above the bodjr may produce 
tM same result, for tlfo pressure of the blood in the cerebral vessels imdcv 
thhinfluenceof gravity may become negative, and the circulation through the 
brain fait As the capillary walls become damaged, serous fluid will then 
filter through, owing to the elasticity of the blood-vessels; for these stnvc to 
re*u*n to the position of equilibrium. Thus the vessels collapse and the 
serous fluid increases. In some men who died of cold in a snowstonn 
Kellie found more than four ounces of serous fluid in the ventricles oi 
the base of the brain. 

The examination of the condition of the cerebral vessels after do.ith 
is a very deceptive method of obUining information as to the amount of 
Wood in the brain prior to death. After death conditions alter; serous 
flSd^or gas may pass out of the vessels into the cranium ; liy alteration 
in the position of the body, or pressure on the abdomen and thorax, the 
cerebral vessels can be injected with venous blowl, the arteries emptied, 
S £ «iid expelled Fo, “P'S 

^phyk°*ca^\e‘eSrol7roS^^^ by the Employment of vigorous m J 

pressure. . , j oif«ratioiis of blood volume arc 

While the cranium is closed, largo alterations oi o 

impossible; in the open cranium ® ^ physical conditions of the 

bear upon the cerebral iebral capillaries are emptied of 

of the blood in the arteries. frequently investigated. 

Although the circuUtionm can be 

many fallacious methods hav P pressure, the pressure in 

fluid must ako be recorded. -„rried out thus. The aortic and 
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ar^l^'aQjd jugtilar vein respectively. These canulee ve connoted with 
reoosding manometers. The intracranial pressure is observed by means 
of the brtun pressure gauge. The cerebral venous pressure can ife 
recced by screwing a tube into the torcular Hei^phdi, and connecting 
this with a manometer. Lastly, the pressure of the cerebro-spinal fiilid 
can be measured ^y trephining the lamina of the atlas, screwing a tube 
into the trephine nole after the dura has befn opened, and connecting this 
with a manometer. ' 

By this method of research it has been determined that the cerebral 
venous and intracranial pressures passively follow the slightest changes in 
aortic or vena cava pressures. No evidence has been forthcoming of any 
independent change pointing to the existence of any vaso-motor nerves* 
supplying the brain. No positive proof of vaso-motor changes in the 
brain has appeared on stimulation of the vaso-motor centre, the central end 
of the spinal cord after division of the cord in the upper dorsal region, or 
on stimulation of the stellate ganglion; that is to say, after the whole 
sympathetic supply to the carotid and vertebral arteries has been excited. 

Conclusive evidence is not forthcoming -of the existence of any 
local vaso-motor mechanism, such as might be called into play by the 
injection of drugs into the cerebral circulation. Such researches as 
have yielded evidence of cerebral vaso-motor nerves are rendered worth¬ 
less by the omission of records of vena cava pressure. 

In every experimental condition the cerebral circulation passively 
follows the changes in the general aortic and vena cava pressures, so that 
even if the existence of cerebral vaso-motor nerves be postulated, their 
power must bo insignificant. 

In a recent research*' Dr. Gulland has obtained anatomical evidence of 
the existence of nerve-fibres ramifying over the pial vessels. These may 
be vaso-motor in function. The primary function of the muscular wall 
of the blood-vessels is to maintain tone; the exciting (cause of the tonic 
condition is probably the pressure or quality of the blood. The vaso¬ 
motor nerves increase or inhibit the excitability of the muscular wall, 
and thus vary the vascular tone, but the tone soon returns and persists 
when these nerves are severed. In the splanchnic area the vaso-motor 
influence is greatly developed; in the locomotor organs but slightly. 
During asphyxia the limbs are passively dilated by the effect of splanchnic 
constriction, nevertheless the arteries in the limbs are no less muscular 
than those in the mesentery. In the pulmonary circulation active 
changes are easily masked by passive effects brought about by changes 
in the vena cava and aortic pressures. In the cerebral circulation this 
may be still more strikingly the case. Trustworthy experimental 
methods have as yet failed to demonstrate any action of vaso-motor 
nerves on the cerebral vessels. 

■When in any part of the body the arteries contract, the blood 
volume in the area diminishes, the veins empty, the whole organ 
shrinks in size. Since in the closed cranium the brain cannot shrink, 
the cerebral capillaries would be congested with the venous at the 
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exj^nw of blcJ^xi. if the cerebral arteries ever became con- 

Btnctra I and this fact may in itself explain the lack of cerebral 
's^.motor action. There is no need to evoke a cerebral vaso-motor 
myhanwm on behalf of the doctrine of cerebral localisation; for, 
pycholo^caEy, it is impossible to maintain that any one portion ofrfhe 
brain can act rione. ^ So long as the mind is in activity, thought skips 
from memory to memory, while sensations stream from every sense organ 
to^very ae^e centre. The cerebral circulation is regulated by the action 
of the cai^o-inhibitory and vaso-motor centres; in what manner, will 
be shown later. 


When the arterial pressure rises, the expansion of cerebral volume c<iii 
take place to a certain small amount only. For, as soon as all the cerebro¬ 
spinal fluid has Deen driven out of the meningeal spaces, the brain comes 
everywhere in contact with the ri^d wall of the skull. Any further ex¬ 
pansion of the arteries and capillaries can only take place by an C(|uivalent 
compression of the veins, for the semi-fluid brain matter is incompressible. 
The reservoirs of blood in the veins will therefore bo constricted until the 
cerebral venous pressure again becomes equal to the intracranial pressure; 
that is, to the pressure of the brain against the veins. Then the whole 
circulatory system of the brain will have assimilated itself to a scheme o! 
rigid tubes; the velocity of the hlood-flow will be increased, while the 
relative distribution of the blood in the arteries, capillaries, and veins will 
be changed. The doctrine has been enunciated that intracraniivl pressure 
varies as the tension of the cerebral arteries, and that, consequently, a high 
pressure in these arteries must lead to decrease in the amount of blood 
flowing through the brain. This doctrine is entirely erroneous. The 
intracranial pressure is found in all physiologi«al conditions to be the 
same as the cerebral venous pressure. The intracranial pressure is that 
which remains after the force of the heart has been expended in driving 
the blood through the capillaries. It is therefore the same as the 
pressure in the venous sinuses. If the intracranial pressure becomes 
pathologically greater than the pressure in the venous sinuses then the 
cerebral circulation is disordered. By no physiological means can intra¬ 
cranial pressure be maintained at a higher level than cerebral venous 
pressure; because (a) directly the capillaries and veins are obliterated the 
pressure rises in them to the static pressure, that is, to the mean arterial 
pressure; (b) arterial pressure, transmitted directly through the arteries 
to the capillaries and veins, must always be greater than arterial pressure 
minus the elastic tension of the arterial wall transmitted through the 
brain substance. So long as the high arterial tension lasts, the expansion 
of the cerebral vessels roaches its utmost limit, they approach the con¬ 
dition of rigid tubes, and the velocity of the circulation is greatly increased. 
Thus during the great rise of arterial pressure produced by the injection 
of absinthe the outflow of blood from the torcular has been seen to increase 
from two ty six times. 

Intracranial pressure is purely circidatory in origin, and therefore is 
variable in quantity. By the terra intracranial tension is signified the 
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pressure which the surface of the brain exerts i^inst the'walls of'the 
cranium. Cerebral pressure is an expression which has an old patho¬ 
logical connotation, and in dealing with physiological facts it is necess^ 
to avoid its ifte. Intracranial pressure is the.same as cerebral venfTus 
prepsure, and varies in the same direction absolutely as vena cava pressuie; 
proportionately as general arterial pressure. 

If. in the living animal, the cerebral venous and intracranial pressures 
be recorded simultaneously with the vena ffava and aorta pressures,^ %nd 
if the abdomen be compressed at the same time, the pressures in the 
brain and the vena cava rise by equal increments, when, that is to say, 
the arterial pressure remains constant; and by greater incrementb in the 
brain if the arterial pressure rise also. While the intracranial and cerebral 
venous pressures vary absolutely as the pressure in the vense cavse, they 
do not vary absolutely as the general arterial pressure, but only in thq 
same direction, because between arteries and capillaries there lies the 
unknown resistance in the arterioles due to the viscosity of the blood. In 
the brain, as in other parts of the body, variations of arterial pressure, read 
in millimetres of mercury, only produce variations in cerebral venous 
pressure which can be read in millimetres of water. 

The cerebro-spinal fluid pressure does not by any means always 
correspond with the intracranial pressure. For the brain can expand to 
a far greater degree than the spinal cord, and the brain on expansion, 
after expressing the small quantity of cerebro-spinal fluid from the 
cranium, comes into contact with the cranial wall. On the other hand, the 
cerebro-spinal fluid not only distends the vertebral ligaments, but leaks 
away from the subarachnoidal space. 

While in normal conditions, with the animal horizontal, the intra¬ 
cranial and cerebral venous pressures generally equal about 100 mm. 
HjO, there is no compensatory mechanism by which the brain matter can 
be protected from great changes of circulatory pressure. 

During forced expiratoiy effort, when the outlets of the venous blood 
into the thorax are blocked by the high intrathoracic pressure, intra¬ 
cranial or cerebral capillary tension must almost rise to the arterial tension. 
In the spasms of strychnine poisoning the intracranial pressure has been 
observed to rise to 50 mm. Hg. • 

On the other hand, in a certain patient, I have observed the intracranial 
tension to be slightly below zero while he was standing upright. This 
patient had been trephined for symptoms of insanity. It is thus clear that 
the functions of the brain can continue when that organ is submitted to very 
large variations of pressure. In these respects there is nothing which 
pertains very peculiarly to the cerebral circulation. The circulation 
within the marrow of the bones must be under exactly the same conditions 
as that of the brain. The limbs, again, are encased with skin which allows 
only a certain definite amount of expansion; when this limit is reached 
any further congestion of blood, such as follows forced expiratory effort, is 
prevented, and the tissues of the limb must be submitted to umost static 
arterial tension. Since the soft parts of the body yield and expand to 
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artet^ preasure to a large degree, determination of blood from one part to 

another can be there brought about by means of the vaso-motov mechanism. 
In^he brain, not the blood quantum, but rather the velocity oi blood 
doia is increased, whesever the arterial pressure is raised by general 
vase-constriction. » 

Since the cerebral ^circulation is uncontrolled by any local vaso-motor 
mechanism, and passively follows every change in the general circulation, 
it i^necessary to determine ho^ the latter maintains the efficiency of the 
former. This leads us to the discussion of a matter of great importance 
in cerebral pathology, namely, the effect of the position of the body on 

the circulation. t 11 i 

■ In a man, 6 ft. high, the hydrostatic pressure of a column ot iiloou 

reaching from the vertex to the sole of the feet equals 140 mm. Hg; 
and from the vertex to the middle of the abdomen about 60 mm. Hg. 

If in a dog the heart be inhibited, after the skull has been opened, and 
the animal be placed in the vertical feet-down posture, the brain and 
heart will empty of blood, while the splanchnic veins and capillaiics be¬ 
come distended. In the fect-up posture these conditions will be reversed. 

If on the other hand, the heart be at work, and the animal be placed 
in the feet-doivn position, the circulation through the brain ceases when¬ 
ever the power of the cardiac and respiratory pumps is not sufficient to 
raise the blood from the splanchnic area, to lift it to the biaiii, *^*’‘* *''' 
come the resistance in the cerebral artcriotes. In the vertical 
position the pressure in the splanchnic and leg areas is increased by the 
height of the column of blootl, which extends from the brain to these 
vascular areas. This tends to enlarge their capacity; to these paits the 
flow of blood is aided, while that to the brain is opposed. 

Now to nin the Umn of blood on the venous side is broken mto 
short segments by valves in the veins of the arms, the jugular veins, and 

the teinf^f the legp. The longest column of Z 

anv valve is that which extends from the superior longitudinal sinus, by 

.„d Ihmm to the ond ot th. v.na ca™ t"o 

liaTO thrown doubt on the competoncy of the 

produce varicose veins. ^ _ onnTtnrtpd under the weight of 

Thecap^io^bdoimna^vj^^^^^^^ The efficiency of 

the column of blood by meaiM muscular wall and the integrity 

this support depends on the tone ofjhe 

• of the respiratory centre. The , Umb—the skin— 

musdes on the one sid^ “^^eaiS the distension of the veins and 
on the other,side. Uy suen . , , ogd. The determination 

capillaries in the erect posture is g 7 P influence of 

of the blood into the lower parts of the boay una 
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gravity is largely prevented by the contraction'of the skeletal musclSs, by 
the peristalsis of the viscera, and by the action of the respiratory pump. 
The respiratory movements aid the venous flow by the alternate Qfm- 
pressive actidh of the abdominal wall and suction action of the th^ax. 
On the arterial side of the circulation the arterioles are held in a state of 
tone by the vaso-motor centre, and limit the output into the veins. 

When an animal is suddenly turned from the horizontal to the vertical 
feet-down position, the peripheral resistarfce in the great splanchnip ,area 
is increased, and the capacity diminished; thus the circulation through the 
head is maintained. The blood in all cases takes the pathway of least 
resistance. The great splanchnic area forms the resistance befx of the 
circulation; if its channels be constricted the blood takes the pathway 
through the locomotor organs ; if they be dilated the blood accumulates 
in the capacious veins of the abdomen. When the splanchnic area is fully 
dilated the whole of the blood collects within the abdomen, and, if the 
animal be in the vortical feet-down posture, the influence of gravity may 
rapidly bring about this result. Sjdanchnic vaso-motor paralysis can, 
however, bo compensated by the action of the respiratory pump. The 
capacity of the abdominal vessels can bo reduced by the compressive action 
of the respiratory muscles, and the output from the splanchnic arterioles 
held in check; while the blood pressed up the vena cava can be aspirated 
into the right heart by the inspiratory action of the thorax. 

If the spinal cord be divided at the level of the first dorsal vertebra, the 
influence of the bulbar centres on the parts below the section is removed, 
abdominal and intercostal breathing cease, the respiration becomes purely 
diaphragmatic, the tone of the groat splanchnic area of the arterioles is lost, 
and the capacity of the abdominal vessels is greatly increased. The total 
efiect on an animal, when lying in the horizontal posture, is a considerable 
fall of the arterial pressiu-e, coupled \vith a marked diminution of the* 
respiratory oscillations. If the animal be now plajced in the vertical 
feet-down position the arterial pressure falls more rapidly, and the circula¬ 
tion may come to an end. This is so because the blood passes through the 
dilated arterioles and collects in the alxlominal veins; no mechanism, except 
the diaphragm, is left for filling the right ventricle, and thus the heart, 
empty of blood, continues to beat to no purpose.* If now the abdominal 
wall be firmly compressed with the hand, the capacity of the splanchnic 
area is reduced, the right ventricle filled with blood, and the circulation 
renewed. To sink the animal in a bath has the same effect On taking 
off the hand the heart empties again, the arterial pressure falls, and the 
circulation ceases. When the animal is once more placed horizontally the 
influence of gravity is abolished, and the circulation immediately becomes 
re-established. Experiment shows that the respiratory pump can com¬ 
pensate gravitation when the tone of the splanchnic area is destroyed by 
section of the splanchnic nerves. The respiratory n^p, on the other hand, 
can be paralysed by the injection of curari. Under these ponditions the 
heart is able to maintain the circulation so long as the capacity of the 
abdominal vessels is kept under control by the vaso-motor nerves. 
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"V^enever, by any means, the thoracic pressure is rendered sufficiently 
I^tivei to prevent the diastolic filling of the heart the blood stagnates in 
thd^bdomen and the circulation ceases. Owing to the influence of 
gravity this state of affeirs is brought about more easily iif the vertical 
fee^own ^sition than in the horizontal posture. Thus when an nninml 
\a \a tnft leet-doya yis.\t\Qw t\v<i can. Iw easily stopped by 

mjertion of fluid into the pericardium by compressing the thorax, or by 
forcx)]jr expanding the lungs with air. In the cnishes of panic-stricken 
crowds death takes place from syncope induced by compression of the 
thorax and cessation of the cerebral circulation. The importance of the 
respiratory pump as an aid to the circulation is show'ii by the symptom of 
orthopncea seen ip cai-diac and pulmonary disease. The patient does not 
struggle for air, but struggles by means of his respiratory efforts to 
maintain a sufficient circulation in the fsice of cardiac defect, or of increascil 
pulmonary resistance. 

On the assumption of the feot-up posture there exists no great vascular 
field like the splanchnic area to cxjKind under the weight of the column of 
blood. The face and neck alone liecome congested, for the brain is confined 
within the rigid wall of the cranium. In the fcct-up ])osture the arterial 
pressure in the carotid artery is kept down by a compensatory mechanism. 
The heart is slowed ; the action of the respiratory pump is diminished ; 
the output of the heart is lessened; possibly dilatiition of the splanchnic 
arterioles also takes place. 

It is apparent that there exists some special mechanism by which the 
pressure in the carotid artery, and thus of the cei-ebral circulation, is main¬ 
tained practically constant during changes of postiirc. The nervous 
mechanism involved is probably of the simplest kin<l, for, if the arterial 
pressure suddenly rise or fall, the bulbar centres are thereby either 
“directly or reflexly excited to decreiised or increased activity. A sudden 
fall of arterial pressiu-o always provokes acceleration of the heart, amplified 
respiration, and increased vaso-constriction. A sudden rise of pressure, on 
the other hand, provokes a slow heart, shallow respiration, and vaso¬ 
dilatation. 

AVhen the compensatory mechanism is abolished by dcstnjction, 
exhaustion, or inhibitioif of the bulbar centres, the circulation fails in the 
vertical feet-down position, the blood passes into the abdomen, and the 
cerebral circulation ceases. There am be no doubt that the control of this 
compensatory mechanism is one of the most important and absolutely 
necessary functions of the group of bulbar centres, a function which must 
be evolved to its highest point in man. 

That the influence of gravity has something to do with the causation 
of emotional syncope is clear from the success which follows lowering of 
the patient’s head between the knees. Syncoim is commonly regarded as 
being due to a cessatiryi of the action of the heart. It is, however, well 
known that ■dn cases of syncope the heart does not ceaso to boat, but 
continues to pulsate rapidly and very feebly. 

The symptoms of syncope are exactly similar to those conditions 



SYSTMMOFMSmCi^B- 

.ii, ——— . .- -» — -- 

obitoryed in an animal placed feet downward VFith the compensatory 
meehan&m for gravity abolished. By sudden fright in the standing 
postore the action of the respiratory and vaso-motor centres is inhibi^, 
and syncope^ induced by the rush of blood to the abdomen and cessation 
ofr the cerebral circulation. The patient is restored on being placed in the 
horizontal or feet-up position. A deep sigh is th^ first sign of improve¬ 
ment ; the right heart is thus filled with blood by the thoracic suction 
which is accompanied by retraction of the* abdomen. 

Patients who have lain long in bed, especially when exhausted by 
disease, lose the power of adapting themselves to changes of posture. 
Hence the dizziness and danger of syncope which occur when t^e patient 
first rises from bed. The condition of shock may be largely, if not entirely, 
explained by the loss of the compensatory mechanism which maintains the 
circulation in the face of the influence of gravity. A condition of shock 
always advances slowly during the course of a prolonged experiment on 
an animal. The arterial pressure steadily falls; the respiratory oscilla¬ 
tions of pressure become less \ the heart-beats weaken as the coronary 
circulation becomes less efficient; the temperature of the animal decreases; 
the fall of pressure in the feet-down position becomes steadily greater. 
Such a condition is rapidly intensified if injury be accompanied by severe 
htemorrhage {vide art. “ Shock and Collapse,” vol. iii. p. 320). 

Among drugs in common use chloroform stands prepotent as a drug 
which has the power to abolish the compensatory mechanism. Chloroform 
causes cardiac and vascular dilatation by acting directly on the musculature 
of the heart and vessels, weakens the respiration, and abolishes the tone 
of the abdominal and skeletal-muscles. Cases are occasionally recorded of 
men, some of whom lose their memory in the upright posture, and regain 
it when in recumbency; others can only do mental work when in the 
horizontal posture; others are suddenly at a loss for memory when' 
attempting to speak in public. These symptoms, andcsimilarly the effects 
of fear which are so commonly manifested by men before battles, examina¬ 
tions, or public appearances—the vomiting, diarrhoea, and involuntary 
micturition—may all be associated with temport^ry inhibition of the 
compensatory mechanism, and determination of blood to the abdomen. 

A useful clinical guide to the condition of the hompensatory mechanism 
in man is afforded by the frequency of the pulse on change of posture. 
If the heart be markedly accelerated on suddenly passing from the 
horizontal to the vertical position the mechanism is inefficient. In some 
cases the change of pulse-rate may be as much as 20 to 40 beats per 
minute; normally it does not exceed 5 to 10 beats per minute. 

The arterial pressure in man can be accurately taken by means of the 
Hill-Barnard sphygmometer.^ In its simplest form this sphygmometer 
consists of a vertical glass tube six inches in length. The tube ends 
above in a small bulb; below it expands into a squall shallow cup. The 
cup is closed by a flaccid rubber membrane, and is filled with coloured 
fluid. On pressing the cup do-wn over the radial or other artery the fluid 
’ Made by Hicks, 8 Hatton Garden, B.C. 
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nsea fti tke tube and compresses the air in the bulb. The air acts as an 
elastic spnng. At a pressure-height the fluid meniscus exhibits 

ma^ potion. The tube is graduated in mm. Hg; and, to avoid 
orrofc due to barometm and temperature changes, the fluid Inenisens can 
by • special mechanism be set at the zero of the scale before cash 
observation. So soon ^s the mean pressure within and without the artcrv 
is the same, the wall of the artery oscillates with the greatest freedom at 
eacl% ^stole of the heart. At* this point the pressure is read, and the 
reading is the mean arterial pressure. It has been proved that the maximal 
excursion is an accurate index. In the normal healthy individual the mean 
pressure tn the brachial artery is the same in the ‘horizontal as in the 
• eiTect postures, or may be slightly higher in the latter position. Thus 
the compensation for the effect of gravity is perfect. 

, In states of neurasthenia and exhaustion the pressure may bo less in 
the erect posture, and is maintained by a greatly accelerated heart-bciit. 
It is obvious that in such states the maintenance of the horizontal iiosition, 
and the wearing of an abdominal belt, will aid the circulatory mechanisin’. 
The eftect of change of posture is the clinical key to the condition of the 
vaso-motor mechanism. In the erect posture the pressure in the tibial 
arteries is higher than that in the brachial, by the height of the column 
of blood which separates these arteries. In the horizontiil posture the 
pressures are the same. 

From the above discussion it is now clear that the splanchnic vaso¬ 
motor mechanism is of overwhelming importance in maintaining the 
cerebral circulation. We have, in the vaso-motor centre, a protective 
mechanism by which blood can be drawn at need from the aMomen and 
.supplied to the brain. The respiratory centre renders important aid. 
At the moment that excitation from the outside world demands cerebral 
response, the splanchnic area is diminished, and more blood is ilrivcn through 
the brain. An ansejnia of the brain excites the bulbar centres; these 
provoke acceleration of the heart, splanchnic constriction, and increased 
respiration; the cerebral circulation is thereby restored. The brain has 
no direct vaso-motor mechanism ; but its blood-supply can be controlled 
indirectly by the bulbar centres acting on the splanchnic area. 

These centres are parf of the central nervous system, they feel the same 
needs, and are stimulated by the same centripetal impulses as affect the 
rest of tliat system; thus a supply of blood to the brain is maintained 
which corresponds to its functional activity. 

From this section we may conclude that:— 

1. No conclusive physiological evidence has been found which points 
to the existence of cerebral vaso-motor nerves. 

2. In every experimental condition the cerebral circulation seems pw- 
sively to follow the changes in the general arterial and venous pressures. 

3. The intracranial pressure, or the pressure of the brain against the 
cranial wall, \g in all physiological conditions the same as->the cerebral 
venous pressure. 

4. The intracranial and cerebral venous pressures vary directly and 
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absolutely with vena cava pressure, but only proportionately with ’aortic 
pressure. 

5. The intracranial pressure is purely circulatory in origin, and may 
vary largcly*with the changes in circulatory pressure. Normally, i|f the 
barizontal posture, it equals about 10 mm. Hg. 

6. The volume of blood in the brain is, in all physiological conditions, 

but slightly variable. The venous side of the cerebral circulation may, 
however, be congested at the expense of ^he arterial side, or the arterial 
side at the expense of the venous. * 

7. In all physiological conditions a rise of arterial pressure accelerates 

the flow of blood through the brain, and a fall slackens it. ’A rise of 
vena cava pressure impedes the cerebral circulation. ■ • 

8. The cerebral circulation is controlled by the bulbar centres which 
act on the general circulatory system. When the brain requires mqre 
blood the heart is accelerated, the splanchnic arterioles constricted, and the 
pressure in the carotid artery raised. 

9. The force of gravity must be regarded as a cardinal factor in deal¬ 
ing with the circulation of the blood. 

10. In the upright position the effect of gravity is compensated by 
means of the cardiac acceleration and the vaso-motor mechanism. The 
pressure in the carotid artery is thus maintained. From the lower part 
of the body the blood is returned to the heart by means of muscular 
movements acting on the valved veins, and by the action of the respiratory 
pump. 

11. When the power of compensation is damaged by loss of muscular 
tone and paralysis of the vaso-constrictor mechanism, induced by shock 
or exhausting disease^ the influence of gravity becomes of vital import¬ 
ance. In the upright posture the blood then drains into the great 
abdominal veins, the heart empties, and the cerebral circulation ceases. 

12. The horizontal and feet-up postures at onc^ abolish syncope in¬ 
duced by the feetdown posture, by causing the force of gravity to act in 
the same sense as the heart, whereby the cerebral circulation is renewed. 
Firmly bandaging the abdomen has the same effect. 

13. If the heart bo weakened by some poison, such as asphyxial 
blood or chloroform, the sudden dilatation of the right ventricle produced 
by the assumption of the feet-up position, or by pressure on the abdomen, 
may throw the heart into paralytic dilatation. 

14. Paralytic dilatation of the heart is relieved by the upright posture, 
coupled with rhythmic compression of the thorax. The right ventricle 
is thereby emptied into the abdominal veins. 

16. During changes of posture the heart frequency is normally but 
little altered (5-10 beats). When the compensatory mechanism is defec¬ 
tive, the frequency may be greater, by 30 to 40 beats, in the upright than 
in the horizontal position. This is a clinical index of defective com¬ 
pensation. t 

16. The cerebral circulation is lessened by anything that obstructs 
the pulmonary circulation. A rise of intra-thoracic pressure impedes the 
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flow of blood through the lungs, lowers the arterial pressure, miscs the 
vena cava pressure, and congests the brarh \»’ith venous blood. Thus ' 
syncope can be easily product by forcible compression of the thorax. 

17. Similarly, the cerebral circulation will be impeded hf any valvular 
defmt of the heart, which raises the goneial venous pressure; for the Kite 
of flow through the cerebral capillaries depends on the difference of pres¬ 
sure between the cerebral arterioles and cerebral veins. 

^^rebral hypersemia. —OA the grounds of experimental research, it 
has been made evident that no noteworthy incrciiso in the quantity of 
blood within the cerebral capillaries can tiike place suddenly. But 
an incre&sed flow of blood through the brain is prcxluced whenever, 
by forcible actiqp of the heart or contraction of vascular aresvs, the 
general arterial pressure is raised. The relative amount of arterial and 
v«nou8 blood within the brain may then alter—that is to say, the arterial 
side of the cerebral system may bo more, and the venous side less dis¬ 
tended than normal. In passive venous congestion of the brain just the 
opposite condition will hold. 

The term cerebral hypersemia can be used to express that condition 
in which the flow of arterial blood through the brain is inerciiscd per 
unit of time. From such hypersemia nothing Imt good to the organism 
should arise. By the rise of arterial pressure which takes place in out¬ 
door exercise the brain is swept with a streiim of artcrialiscd blood, and 
exhilaration and mental vigour results. In times of mental labour the 
same thing happens. The sphygmometer shows that the arterial pressure 
is raised by mental labour, as during the giving of a public lecttire, and 
throughout the course of an animated argument. This arterial hypersemia 
is primarily the sequence and not the cause of fimctional activity in the 
brain. Sensory excitement awakes the domuint activities of the cerebial 
centres, and the circulation is braced up for the sti-ugglo. It is necessary 
to remember that, we have no means of analysing the effect of the 
nerve impulses which stream in upon the centres from the effect of 
the blood-supply on these centres. During sleep impulses cease to excite,^ 
and the brain is refreshed by rest; at the same time, the sphygmometer 
shows that the arterial pressure is lowered, the cerebral veins are con¬ 
gested by the horizont&l posture, respiration is far less deep, and the 
plethysmograph records that the blood is derived in increased volume to the 
limbs. Thus the brain tissue recovers from fatigue in spite of a diminished 
cerebral circulation. The expansion of the vessels of the limbs is due 
probably to two causes: (i.) warmth; (ii.) diminished respiration and 
absence of muscular movement. Owing to the former the vessels dilate; 
owing to the latter the blood congests in the veins. As we awaken the 
blood forsakes the periphery; by the increased action of the heart, the 
greater tone of the arterial system, and the important aid which respira¬ 
tion and muscular nqipvements render to the venous circulation, it is 
driven in a greater volume through the brain. We cannot say that either 
the wakening or the sleeping state is produced by these circulatory 
changes. I have observed a patient to fall asleep while the arterial pres- 
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sure remained constant; the fall indicated by the sphygmometer* may 
*be as great during a period of rest as during sleep. In sleep, as in 
chloroform ansesthesia, the brain is congested with venous blood at/he 
expense of aft«rial blood. It is, however, mor9 probable that ths is 
the result rather than the cause of the functional inactivity of Hhe 
nervous system. Soon after a short period of hard,muacular exercise the 
sphygmometer shows a fall of arterial pressure. This falljollows the 
rise of pressure which is found during the period of exercise, ^4- is 
due probably to the vascular dilatation of the skin and muscles. In 
spite of this fall of pressure the brain is then often most fitted for 
mental labour. * 

Writing of men of genius, Lombroso says that “ sorng, in order to give 
themselves up to meditation, even put themselves artificially into a state 
of cerebral semi-congestion. Thus Schiller plunged his feet into ice. Pitt 
and Fox prepared their speeches after excessive indulgence in porter. 
Paisiello composed beneath a mountain of coverlets. DescarlSB buried 
his head in a sofa. Bossuet retired into a cold room, with his head 
enveloped in hot cloths. Cujas worked lying prone on the carpet. It 
was said of Leibnitz that he ‘meditated horizontally,' such being the 
attitude necessary to enable him to give himself up to the labour of 
thought. Milton composed with his head leaning over his easy-chair. 
Thomas and Kossini composed in their beds. Kousseau meditat^ with 
his head in the full glare of the sun. Shelley lay on the hearthrug with 
his head close to the fire.” It is possible that some of these men, by 
means of ice to the feet, or a cold room, increased the flow of arterial 
blood through the brain, just as many men can think best when exhilarated 
by rapid exercise, or when walking up and down a room. On the other 
hand, lying in Iwd under a mountain of coverlets, or excessive indulgence 
in porter, lowers the arterial tension. In some cases where the circulation 
is feeble and the compensation for gravity defective, j,ctive thought may 
only be possible in the horizontal posture. These oddities of genius 
^nnot be explained thus lightly on purely mechanical grounds ; nor must 
^e fojTget that postural tricks are common enough in ordinary men and 
under ordinary circumstances. 

Arterial hypertemia is probably always the*8equence and not the 
cause of a primary functional activity in the central nervous system. 
The arterial pressure is raised by all conditions which produce mental 
excitement. 

In animals arterial hypersemia of the brain, produced experimentally, 
gives rise to no symptoms. “ Of all regions of cerebral pathology,” writes 
Sir R Gowers, “that of congestion of the brain is most obscure. We ' 
have very little precise knowledge regarding it; and as is often the case, 
theory has flourished in proportion to the deficiency of fact. It 
long thought that the state of the vessels of (he brain after death 
corresponds with their condition during life, and post-mortvn distension 
waSi accepted as proof that any preceding cerebral symptoms were due 
to congestion. The fact was unobserv^ or ignored that a similar 


EXPERIMElfTAL PATHOLOGY OF CERESKAL CIRCVLATIOH 

condition of ?he brain is equally rammon when there are no cerebral 
. sympton^ daring life, and depends chiefly on the mode of death. 

probable that many symptoms have been erroneously 
ascnbed to cerebral hyperssmia which should be placed* at the door 
of xerebral venous congestion, or of antemia of the brain. Venflus 
rangeetion, as will ,be shown later, is of the utmost pathological 
importance j for any increase of general venous pressure, by impeding 
the* ^ow of blood through ^hat organ, will tend to produce cerebral 
anssmia. 

I am inclined to deny the existence of simple hypcnemia of the brain 
as a pathological state. Heightened arterial blood-pressure is probably, in 
all cases, merely ,pi symptom of that pathological condition by which the 
other symptoms of cerebral disturbance are produced. It is to be 
particularly remembered that the vascular condition of the face and 
head and neck does not necessarily correspond with that of the brain 
For exahfi^le, the flashing, the throbbing, and the heiulache produced by 
amyl nitrite are associated with dilatation of the heart and vessels, a fall 
of arterial pressure, and a greatly diminished cerebral circulation. 

In states of over-fatigue, or of mental excitement, the arterial blood is, 
according to sphygmometer readings, run at high pressure, while the 
frequency of the heart is notably accelerated. After any severe effort 
the circulatory mechanism takes time to return to its normal quiet level. 
The cerebral excitement starts the energetic circulation, but the latter 
adds fuel to the former, and continues to maintain the brain in activity 
when the time for effort has ceased and repose should come. In this 
condition, when sleeplessness and mental irritability torment the exhausted 
worker, it is well known that diversion of blood to the laxly by hot 
baths, hot drinks, and warm bottles, by raising the head high, and by 
purgation, are simple and effective forms of treatment. Even in these 
cases it may he thq soothing nature of the nerve stimuli, lathcr than any 
alteration in the circulation, that induces sleep. Cold, when applied 
to the head experimentally, produces no effect on the cerebral circula¬ 
tion. The emplo 3 rment of the wet towel by the student who ^bums 
the midnight oil must therefore find its explanation in some stimulation 
to the brain, which is of'sensory and not circulatory origin. It is possible 
that the cerebral tissue is actually cooled below the body temperature by 
the application of an ice-cap. This cooling may' produce the required 
therapeutic effect. 

From this section it may be concluded:—(i.) Arterial hypersemia 
of the brain does not exist as a pathological state, (ii.) Sphygmometer 
readings of arterial pressure in man show that the tension of the cerebral 
arteries is constantly varied by change of external temperature, exercise, 
sleep, baths, food, etc. Such variations are purely physiological, (iii.) There 
is every indication tha( the quality of the blo^ which flows through the 
brain is of jar greater importance than the quantity. *(iv.) Mental 
exhaustion probably does not arise dtlring the stage of hypenemia 
produc«l by continued over-effort, but supervenes at that period when 
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^tbd cihsulatorj ^necbanism fails, and venous congestion is the fate of the 
exhausted cerebral centres. 

Cerebral anssmla .—The effects which follow ligature of the comi^n 
carotid arteries have been known from classical times. The very mme 
of^he artery betokens sleep. “ Peripatetic moimtebanks used,” as we^are 
told, “ to include a goat among their stage properties, and were said to 
tie up and relax these arteries in the anic^, so that at their pleasure the 
goat fell down motionless and stupid, or at titieir bidding leapt up agai^ vith 
great vigour.’* The first important experiment on this subject was that 
of Astley Cooper. He occluded both the carotid and vertebral arteries 
in a rabbit ; spasms immediately resulted, and the respiratioil ceased. 
In a dog Cooper ligatured the same four arteries. Af^r a preliminary 
stage of paralysis the animal recovered, and lived to be an excellent 
house dog. Kussmaul and Tenner tied the left subclavian and innominate 
arteries. The immediate symptoms were loss of consciousness and 
voluntary movement. These were followed, in ten to forty-five seconds, 
by clonic spasms beginning in the muscles of the neck; then occurred 
dilatation of the pupils, respiratory gasps at longer and longer intervals, 
and finally cessation of respiration. After complete occlusion of these 
arteries, for not longer than two to three minutes, the brain, on the 
ligatures being once more loosened, showed the power of complete 
recovery. The sudden re-entry of blood stopped the spasms, and in no 
case did it cause them. On loosening the ligatures the rabbit often gave 
a sudden jump forward, then remained for a few moments as if paralysed, 
and finally recovered completely. Death without spasm occurred in 
debilitated or over - anaesthetised animals. These spasms are not 
occasioned by the change of intracranial pressure, for they are produced 
in no less a degree when the pressure is maintained by an injection of 
normal saline solution into the carotid artery. The spasms and other 
symptoms likewise appear when all the cerebral prenous outlets are 
blocked. If one venous outlet be left unobstructed an efiicient circula- 
Uon is maintained, and the animals do not die. 

C<puty, Markwald, and others have produced anaemia of the brain 
experuneutally by the method of embolism. Either fine powder or melted 
wax has been used to plug the cerebral artei'ies. The an-est of the 
circulation of the whole brain by embolism almost immediately causes 
cessation of respiration, an enormous rise of arterial pressime, and slowing 
of the heart-rate. The heart is sometimes completely inhibited. In a 
few minutes death follows, preceded by acceleration of the heart and fall 
of pressure. Embolic anaemia, of the cerebral hemispheres alone, causes 
slowing of the pulse, with no rise of arterial pressure. The animad is 
sleepy and unable to walk, while the limbs remain in abnormal positions. 
There is no response to stimulation of light or sound. If the mid-brain 
be cut off from its blood-supply opisthotonos qccurs. If the basilar 
artery be embolised by injections into the vertebral arterie% the greatest 
pressor effects occur, and after some spaums from failure of respiration 
death quickly results 
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The which foflow ligation of the four cerebral arteries vary 

_”eatly m different animals; to a less extent in different individa-ils. 
In^jwgs a free anastomosis is set up by way. of a branch from either 
sumnor intercostal ariery. This passes in with the bracMal plexus and 
joins the anterior spi^l artery. These arteries, after the ligature of ^c 
vertebrals and carot^ has been carried out, 1)ocome almost as large 
as the vertebrals, and maintain an efheiout circulation. Thus, in dogs, 
de^^ never ensues. On the^ther hand, almost all rabbits and 40 per 
cent of cats die, either at once or in a few hours after the quadruple 
ligature has been simultaneously applied. Monkeys likewise die in the 
course of a few hours. Most monkeys survive the simultaneous ligation 
of both carotids. They usually succumb to ligation of the two carotids 
and one vertebral. If the ligatures be applied in monkeys, not simul¬ 
taneously but successively, at intervals of a few days, no untoward 
symptoms arise. When a record of cerebral venous pressure is taken 
and the four cerebral arteries are ligatured in the dog, the venous pressure 
is seen at first to fall distinctly, and then gradually to recover itself. 
The pressure in the circle of Willis (peripheral end of carotid) falls 
likewise. It rises subsequently as the anastomotic pathways become 
open, and even in some cases to a higher level than normal. This is 
owing to the pressor effect produced by bulbar antemia. 

The symptoms of acute cerebral anaemia are the same whether pro¬ 
duced by ligature of the arteries or by embolism. If the cerebrum bo 
rendered bloodless, loss of consciousness and general motor paralysis 
result. Epileptiform spasms may occur in strong subjects. The pupils 
dilate and nystagmus often occurs. Rigidity and reflex hyper-excitability 
are marked symptoms. • 

In monkeys if two carotids and one vertebral be ligatured, the pupil 
is dilated on the side opposite to the obstructed vertebral. When the 
hind brain is suddenly rendered anaemic, there ensue general spasm of a 
tonic character assisted with rigidity, vaso-motor spasm producing a 
high blood-pressure, respiratory spasm, and a slow heart caused by spasm 
of the vagus centre. The state of spasm is followed by paralysis, as is 
shown by the failure of respiration, fall of arterial pressure, and accelera¬ 
tion of the heart. In <exhausted or deeply anaesthetised subjects spasm 
does not appear, and the stage of paralysis is rapidly reached. Gener¬ 
ally the primary cause of death is failure of respiration. If this be 
compensated by artificial respiration the heart continues to beat, and 
then the vaso-motor paralysis which ensues may lie a secondary cause of 
death. This can be compensated by compression of the abdomen ami 
by plaining the animal in the vertical fect-up position. In rare cases 
vaso-motor paralysis may be the primary cause of death. 

Cheyne-Stolces- re^rution and Traule-Hering Hood-pressure curves arc 
commonly obtained in conditions of anmmia of the spinal bulb. The 
injection of morphine,^ solution of magnesium sulphate, anjJ the adminis¬ 
tration of chmroform frequently produce these curious phenomena in dogs, 
especially after ligation of the cerebral arteries. In hybernating animals 
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they are constantly present; group respiration may freqifently be'seen 
in sleeping children. The phenomena may occur when the arterial 
pressure is high. Such is the case in dogs poisoned with morphine. Jn 
some cases 'i^ube curves may be peripheral and* not central in ormn. 
This periodicity of action seems to be a sign of lowered nutrition 
in the bulbar centres. 

Obliteration of the cerebral arteries in man produces the same symptoms 
as in animals. If both common carotid# be suddenly compressed (the 
pupils widen, respiration deepens, dizziness and loss of consciousness 
follow. Epileptiform spasms frequently occur. I have produced clonic 
spasms in myself by compression of one carotid artery, thus ctfnfirming 
the experience of Schitf. The first effect of the compression was a 
tingling sensation in the eye on the same side; then followed a march of 
a sensation of pins and needles down the opposite side of the body.: 
this began in the fingers, spread up the arm, then down the leg. Finally, 
clonic spasms of the flexors of the forearm occurred, accompanied by a 
feeling of vertigo and alarm. Consciousness of the clonus was aroused by 
the sensation of the hand striking the aim of the chair. In dogs, on the 
other hand, with the four cerebral arteries tied, I find the excitability of 
the cortex markedly increased. 

The effects of compression of one carotid vary in different men; 
no doubt in relation to the freedom of the anastomosis in the 
circle of Willis, and to the excitability of the cerebral cortex. The 
spasms, when produced, are in every respect the same as Jacksonian 
epilepsy, or the epileptic fits produced by tetanisation of the sensori¬ 
motor area. On occlusion of one carotid artery in the monkey com¬ 
pensation by the circle of Willis is not immediately complete. Horsley 
and Spencer found that, on ligaturing one carotid, the pia mater pales on 
the side of the ligature, and the cortex becomes W less excitable. The 
first effect of such ansemia is to raise the excitability of the cortex 
(Orchansky). In an hour the circulation is fully restored. From the 
results of physiological experiment we can be assured that ligature of 
both carotids, if done slowly, and at due intervals of time, can be carried 
out without fatal results. If the artery were so gradually occluded by a 
screw clamp as to allow time for expansion of abastomotic pathways, no 
ill effects, such as hemiplegia, should ever result There is a pathological 
case on record of gr^ual obliteration of all four cerebral arteries; 
efficient anastomosis was established in this cose, and no cerebral symptoms 
were evoked during life. 

Sadden and simultaneous ligature of both carotids must be regarded 
os a highly dangerous operation. Sudden occlusion even of one carotid 
has in some cases been followed by hemiplegia. 

In certain cases, by the simultaneous ligation of the four arteries in 
the dog, or of three arteries in the monkey, a cond jtion of idiocy has been 
established. ,To produce this is not easy, as the cerebral citpulation must 
be reduced to such a point that the animal hangs between lue and death. 
Most dogs recover from the ligation of the two carotids and two 
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vert^rals, after but slight and temporary signs of paralysis. In some 

cases one superior intercostal artery has been tied also, and yet the 
animals have completely recovered. Most monkeys, on tl^ other hand, 
dieVn the course of tt^nty hours from the ligation of two carotids and 
one’vertebraL In one case the animal lived in a condition of complfte 
idiocy, paralysis and rigidity. When in another monkey one carotid and 
one vertebral were tied, and the other carotid ligatured after an interval 
of khjfse days, no marked symptoms ensued. Thus a very few days is 
sufficient to establish the expansion of anastomotic pathways. 

A do^ rendered idiotic by the method of ligation exactly resembles 
Goltz’s brainless dogs. Ho sleeps and wanders round the room alternately; 
there is a continual tendency to circus movements ; the tactile sense is 
greatly paralysed; movement is defective; his logs slip outwanls an<i 
give way under him. He stumbles blindly into every object, but can 
smell and hear. An enraged cat, tobacco smoke, lighted matches, jhiss 
equally unnoticed before his face. Ho persistently tries to get through 
impossible objects, and finally falls asleep in front of them, his bwly and 
limbs being placed in unnatural positions. Ho cats rofloxly when foo<l is 
placed in his mouth. The optic discs present congested veins and small 
anaemic arteries.^ In four or five days’ time all these symptoms distippear, 
and the animal recovers completely. 

On histological examination of the brains of these dogs, Dr. Mott finds 
that within twenty-four hours of the operation, and during the stage of 
idiocy, the nuclei of the cortical cells become swollen, and the cytophism 
of the cell is stained diffusely by Nissl’s methylene blue method. The 
stichochrome granules disappear from the cells, to reappear once more 
when the animal recovers. In the monkey the pathological changes have 
gone further, and the symptoms have been more profound. One monkey 
became completely rigid, in the extended position, anassthctic and para¬ 
lysed. It remained»in the same condition for five days and was then killed. 
The brain was softened. Microscopically, many of the cortical cells were 
found greatly swollen and devoid of stichochrome granules; the perivascular 
spaces were distended with exudation, and contained nnmerons phagwytes. 
It is noteworthy that by Golgi’s method the cells and their dcmlrites 
appeared unaltered. It'is extraordinary that this monkey, althoiigh dear! 
to all other forms of stimulation, when a cat entered the room twice made 
a hoarse guttural sound of alarm and attempts at flight movements. 

Cerebral aneemia of slow onset .—^When general anaemia of the brain 
comes on gradually, symptoms of exalted excitability do not appear. In 
man, headache, hypersesthesia tinnitus, and vertigo are common symptoms, 
associated with mental dulness and drowsiness. In some cases great 
mental irritability and insomnia may appear. The patient loses the 
power of decisive action, may suffer from melancholia and be fille<l with 
unreasoning fears. Diymess of sight or double vision and d^fness may 
be complained of. Muscular power is weakened, memorj' is deficient, 

» In these conditions the author finds the cortex to !» hyper-efxiUMe. The sensory and 
not the motor pathways are disturbed. 
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power of application and energy of action are lost. Continued ansemia 
of the brain may result from heart failure, from loss of vaso-motor tone, 
from exhaust^g diarrhoea, or from defects in the quality of the bloody' 

Whatsoever tends to raise the general venous pressure causes at nhe 
safhe time cerebral venous congestion; and this, by obstructing the flow of 
arterial blood, leads to aneemia of the brain. Likewise whatsoever tends 
to lower arterial blood-pressure lessens the^flow in the cerebral arteries. 

In infants collapsed from choleraic diarrhoea the depression <tf«the 
fontanelle shows that the blood-pressure is insufficient to overcome the 
resistance in the cerebral arteries. In these cases pallor of the face is 
well marked. Somnolence may pass into coma, then the pupits dilate, 
and become insensible to light; and death results from the gradual 
paralysis of the bulbar centres. 

Chronic anaemia of the brain may result in permanent damage. In 
children the development of the brain may be arrested, and imbecility 
be the consequence. Long-continued general loss of vascular tone or de¬ 
generation of cerebml arteries, and consequent failure of efficient cerebral 
circulation, may be a fruitful source of cerebral degeneration and of lunacy. 
Valvular disease of the heart may lead to the same end. Persistent 
mechanical congestion of the veins, arising from pulmonary disease and 
from cough, miist reduce the cerebral circulation. The recumbent posture 
is the obvious treatment in simple cases of cerebral ansemia. Sudden 
changes of position should be avoided. In all conditions of exhaustion 
of the circulatory mechanism absolute rest in bed is most beneficial. The 
period of complete rest should be followed by gradual return to periods 
of gentle exercise. Strychnine is indicated, and, in conditions of restless¬ 
ness and insomnia, mdrphine. It should be remembered that morphine 
is one of the best vaso-constrictors and cardiac tonics we possess. 

General tonic treatment should be employed, as it must always be 
borne in mind that the deficient circulation may be mere often a symptom 
than the primary cause of nervous exhaustion. 

The fact that the brain can continue its functions with a greatly 
reduced blood-supply is shown, not only by the experiments on the effeet 
of ligation of the cerebral arteries, but by the lack of any marked 
cerebral symptoms in advanced cases of pernicious ansemia. It has been 
demonstrated by determination of the gases in cerebral arterial and venous 
blood that the brain is not a seat of active combustion. The combustion 
of the muscles, whether at rest or in the state of epileptic spasm, is vastly 
greater than that of the brain. 

Cepebral venous congestion.—The symptoms of passive congestion 
are most marked when the congestion is sudden in onset. Mechanical 
congestion is caused by the head-down position, by anything which 
imj^es the flow of blood in the jugular veins, such as tight clothing round 
the neck, and by any cause which hi nders the entry of venous blood into 
the thorax of* heart. 

Experimentally it has been found that a marked rise of cerebral 
venous pressure occurs when a band is tightened round the neck of a dog 
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BO acr to exclude tbe tracliea. Even flexion of the neck or contiwstion of 
the neck muscles will raise the cerebral venous pressure. 

The garrotter produces loss of consciousness in his victim by suddenly 
oc^ding both the carotid arteries and the jugular veios. Cough or 
honing of the breath during gr^t muscular eflbrts are means by whjch 
cerebral congestion is produced in ordinary life. Sir R. Gowers quotes ’ 
the case of a man who exhibited clonic sjxisms at the climax of long 
co^j^ing fits. Congestive Iseadache is often produced by coughing. 
Since the cerebral capillary pressure is much increased by any great rise 
of intra-thoracic pressure, we might expect to find miliary aneurysms in 
men who have followed laborious trades. Hard toil, however, does not 
appear to be a sufifleient cause in itself ; the wall of the vessel must be pre¬ 
disposed, by some toxic agency, to degenerate. 

, It is easy to iinderstand why cerebral hsemorrhago should most 
frequently occur when the veins are congested by stiaining at stool, 
muscular effort, violent cough, stooping to button boots, or during copula¬ 
tion ; or again during sleep when the body is in the honsontal posture. 
The fact must never be lost sight of that cerebral capillary pressure 
varies absolutely with general venous, but only proportionately with 
arterial pressure. 

Persistent mechanical congestion of the brain causes somnolence, 
mental inactivity, vertigo, and other symptoms which arc characteristic of 
cerebral antemia. Antemia of the brain produces the same effect, whethci- 
the flow of arterial blood be reduced by a fall of arterial pressure or 
by a rise of venous pressure. In both cases the brain is congested with 
venous at the expense of arterial blood. 

Cerebral venous congestion is produced dur^g epileptic convulsions. 
In the status epilepticus this congestion must lie greatly prolonged, and 
perhaps leads to those signs of meningitis which arc sometimes found 
after death. It is important to remember that, owing to the impeded 
circulation and back pressure, the heart becomes engorged in diastole 
during the fits. The lungs become congested for the same reason. 
Diastolic engorgement leads to a deficient coronary circulation, for the 
blood circulates in the coronary arteries in inverse ratio to the pressure 
within the cavities of*the heart; hence, perhaps, the fatty degeneration 
of the heart which, according to Mott, is generally foun<l in these coses. 

Although sudden aneemia of the brain excites epileptic spasms, yet we 
have no right to ascribe the causation of idiopathic epilepsy to cerebral 
anaemia. Sphygmometer readings show that there is nothing abnormal in 
the arterial pressure of epileptics. The fits cannot well be occasioned by 
vaso-motor spasm of cerebral vessels, for although these vessels possess 
nerves, they cannot be made to contract by any experimental means. We 
must &11 back on the hypothesis of explosive discharge of unstable nerve 
elements, and suppose that in the epileptic the insulation between the 
dendrites of the ass'^ation nerve-cells is weakened, l^mon y Cajal 
ascribes to the glia cells the function of an insulating material. He sup¬ 
poses the processes of these cells, when expanded, may act as an insulating 
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material Given the explosive condition of t£e cells, it^is quite' con¬ 
ceivable that the fits may be sometimes dischaiged by changes in the 
cixealation. 

In those young children in whom convulsions arg excited by paroxysms 
of ^ughing, or exhaustive diarrhoea, venous congestion and ansemia of uhe 
brain are probably the immediate cause of the nerve storm. 

To sum up then:— 

1. The symptoms of acute cerehitl ancemia may be produced in manly^ — 
(i.) E mbolism of cerebral arteries, (ii.) Meningeal or cerebral haemorrliage; 
in these cases the anaemia of the brain may be local or general, (iii.) 
Failure of the heart’s action, (iv.) Obstruction of the respiration; the 
symptoms of asphyxia being those of acute cerebral ansemia. (v.) The 
intr^uction into the system of some substance by which the blood is 
renderkl useless for tissue respiration, (vi.) Great loss of blood, (vii.} 
Determination of blood to the abdomen by sudden vaso-motor paralysis, 
(viii.) Acute cerebral venous congestion, (ix.) Compression of the cerebral 
arteries. 

As there is no evidence of the action of cerebral vaso-motor nerves, 
cerebral ansemia cannot be ascribed to spasm of the cerebral arteries. 

2. The usual symptoms of acute cereal anaemia are in sequence:— 
(») Loss of consciousness ; (b) epileptic spasm; (c) dilated pupils and 
nystagmus; (d) respiratory spasm; (e) slow heart; (/) rise of arterial 
pressure; (y) fall of arterial pressure, acceleration of the heart, cessation 
of respiration. The cortical and bulbar centres are first excited and 
then paralysed. The fatal symptoms arise when the bulbar circulation 
ceases. 

3. If an animal be ip a state of collapse or deep ansssthesia, or if the 
ansemia be slow in onset, the excitatory symptoms fail to appear. 

4. In death from acute cerebral ansemia respiratory paralysis usually 
precedes vaso-motor paralysis. 

5. Cheyne-Stokes respiration and Traube-Hering ciuwes are common 
in states of partial ansemia of the bulbar centres. 

6. Ligation of both carotids and both vertebrals does not entirely 
cut off the brain from blood. The anastomoses with the anterior 
spinal artery still remain open. 

7. A condition of idiocy, accompanied by motor paralysis and anses- 
thesia, can be induced by ligation of the cerebral arteries. In this con¬ 
dition the cortical cells lose their stichochrome granules, ;and stain with 
methylene blue diffusely. The nuclei become swollen. If the cerebral 
circulation, by the opening of anastomotic pathways, become once more 
eflicient^ the condition of idiocy passes off as the cells regain their normal 
standard. 

8. The cerebral arteries can be tied with safety if sufficient time be 
allowed to elapse between the successive applications of the ligatures. In 
ligaturing the, carotid arteries in man the vessels' should be obliterated 
slowly by means of a screw clamp, so as to allow time for the^anastomotic 
pathways to be opened up. 
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S’. Chronic cerebral anaemia may be caused by (o) loss of vaso-motor 
tone and a feeble heart; (J) venous congestion arising from valvular 
disease of the heart; (c) impeded pulmonary circulation; (d) pressure 
on the cerebral veins. • 

•10. A slight degree of anaemia augments the excitability of the 
cortex. Severe anaemia reduces the cortical excitability, while it very 
greatly increases that of the bulbar centres. Total anaemia of the 
cert^^m produces almost instantaneous loss of consciousness, and 
abolition of cortical excitability. 

The experimental effeots of compression of the brain, or 
expresslbn of the cerebral blood. — Boerhaave tells of a man at 
Paris who, at times, would beg money in a piece of his own skull, his brain 
being covered only with dura mater. “ Upon gently pressing the dura 
mater he suddenly perceived, as it were, a thousand sparks before his 
eyes, and upon pressing a little more forcibly his eyes lost aU their 
sight; by pressing the hand still stronger on the dura mater he fell 
down in a deep sleep, which was attended with all the symptoms of a 
slight apoplexy merely by this pressure with the hand, which was no 
sooner removed but he as gradually recovered from the symptoms as 
they were brought on, the apoplectic symptoms first vanishing, then the 
lethargy, and lastly the blindness; all his senses recovering their former 
perfection.” 

La Peyronie has left records of an equally interesting patient. By 
injecting the sac of an abscess over the region of the corpus callosum the 
man could be thrown into stupor or awakened, at will. 

By pressing on the sac of a meningocele children can be put to sleep 
and the respiration slowed. Every experimenter jon the subject of com¬ 
pression of the brain has produced in animals the same series of symp¬ 
toms :—(l) Pain, probably due to the tension of the dura mater, (ii) 
Clonic spasms and, circus movements when a high pressure is suddenly 
applied, (iii.) Constriction of the pupils, followed by dilatation: the 
compressed side is affected first; nystagmus may occur, (iv.) Stupor 
and coma, (v.) Slow heart and slow deep snoring respiration, followed, 
in the later stage, by respiratory gasps and acceleration of the heart, 
(vi.) Vomiting, emptyiilg of the bladder and rectum. 

Compression can be experimentally produced by:—(a) The injection of 
a simple fluid, such as serum or saline, into the subdural space through a 
tube which has been screwed into the skull. (6) By the production of 
hiemorrhage in the cranium: the carotid artery can be connected with 
a tube which has been screwed into the skull, and the blood can then be 
permitted to flow at arterial pressure into the cranial cavity, (c) By the 
local introduction of a foreign body of given limited volume: to effect 
this, an indiarubber bag can bo inserted into the subdural space, and by 
means of a gradUatetj^ syringe this bag can be distended to a definite 
voltune. 

An important distinction must be drawn between compression by a 
foreign body of limited volume and compression by the continuous injec- 
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tion of fluid at a constant pressure. In the latter case, if the fluid 8{)read 
with ease to all parts of the cranial cavity, the pressure throughout this 
cavity will rise to that of the injection, and all the veins and capillaries 
become compfessed; finally, when the injection ^ssure is made emial 
to^-the arterial pressure they will be obliterated. Thus, when the pressure 
of the injection fluid is raised gradually, fatal sympjtoms do not originate 
until the injection, and consequently the intracranial pressure, reach 
almost to the height of the arterial presav^re. If, on the other han^#the 
injection fluid should not spread easily to all i»rts of the cranio-vertebral 
cavity the distribution of pressure will be varioua Fluid can leak away 
from the cranial cavity with great ease. If there be considerable resist- 
amces to the spread of the injected fluid, and this flujd leak from the 
cranial cavity, it is clear that the pressure will be greater at the seat of 
injection than at more distant parts. If the fluid do not spr^ at all, 
but form a local collection at the seat of injection, the condition then 
becomes one of local compression; that is to say, the blood will be 
driven from the part of the brain which is compressed until the local, 
cerebral, vascular pressure rises to that of the injected fluid. 

When compression is applied locally the brain does not transmit 
pressure equally in all directions. This conclusion has been reached by 
measurements of intracranial pressure in the cerebral, cerebellar, and 
vertebral chambers respectively. The brain can by no means be regarded 
as a bag of fluid enclosed in a rigid box; it is rather a viscous, inert mass 
of the consistency not of a bag of water but of a lump of putty. The 
brain substance itself is indeed incompressible, but the blood-vessels form 
an expressible sponge-work, lying chiefly on the outside of the brain mass. 
Each cerebral hemisphere lies in a separate chamber, partially protected 
from any increase of pressure in the opposite hemisphere by the strong 
falciform ligament. The cerebellum and spinal bulb lie in a chamber 
protected from cerebral pressure by the tentorium ceyebelli; the narrow 
isthmus tentorii cerebelli is accurately filled by the prauncles of the great 
brain. The cerebellar chamber is connected with the vertebral canal by 
the narrow foramen magniun. The orifice of this foramen is blocked by 
the cerebellum and the spinal bulb. When fluid is rapidly injected under 
high pressure into the subdural space in the p&rietal region, the great 
brain is driven down and blocks the isthmus tentorii cerebelli. At the 
same time the cerebellum and bulb descend and completely block the 
foramen magmun. 

When fluid is injected at low pressures the result is different, for the 
fluid, following the course of the cerebral vessels, can escape into the 
vertebral canal at each cerebral pulsation. It is necessary to bear in 
inind that, in all cases of simple injections, the fluid rapidly e^pes 
from the cranio-vertebral cavity by way of the veins. Thu^ to maintain 
pressure within the cavity, the injection must bo continuous. The 
cause of the major symptoms of apoplexy is me arrest^of blood-flow 
in the bulbar centres. To produce the ansemia of these centres any 
pressure, above the capillary pressure, applied locally to the centres is 
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sufficient, resistance in the bulbar capillaries'need only be increased 

until that point is reached when the blood will flow through other path¬ 
ways in the remaining parts of the brain offering less resistance. Now 
the^. bulb is so situated that the pressure of fluid injected into the 
meningeal spara cannot be locally applied to the bulbar centres. For 
example, if fluid be injected through the occipito^tlantal membrane, it 
will not only spread to all parts of the vertebral canal, but cause the base 
of 4lie brain to float up. l^us the pressure in the cranio-vertebral cavity 
rises everywhere to much the same point, and the injection pressure must 
be raised almost to the arterial pressure before the major symptoms of 
apoplexy arise. Local compression can, however, be applied directly to 
the bulbar centres by the introduction of a foreign body into the fourth 
ventricle; it can be applied indirectly through the descent of the brain 
mass when a local pressure of sufficient height is applied to the cerebrum 
or cerebellum. By translation of the brain mass the bulb can be 
pressed against the bony margin of the foramen magnum, and the capil¬ 
laries of the bulbar centres obliterated. 

In the case of a haemorrhage into the cranial cavity blood can form a 
local collection in the brain substance, in the ventricles of the brain, 
between the dura and the bony wall of the skull, or in the subdural 
space. In some cases, on the other hand, the blood can spread like an 
injection fluid to all parts of the cranio-vertebral cavity. In this last 
case the amount of bsemorrhage, and consequent expression of blood from 
the brain, can reach very large limits before the bulbar centres are 
rendered completely anssmic. As blood clots within the cranium, and 
forma a foreign body, it cannot leak away through the veins in the same 
way as simple injection fluid, such as normal saline or serum. If the 
haemorrhage and consequent clot be large, no remission of the symptoms 
occurs after the cessation of the haemorrhage; but the remission can 
bo attained immediately by freely opening the skull and clearing out the 
clot. It is very important to note that the mere opening of a small 
trephine hole is not sufficient to relieve compression; the clot still 
remains within, and the braun matter presses up against the trephine hole, 
and closes it up as a valve. To remove the compression entirely the clot 
must either be clearec? out, or the hole made large enough to allow a 
compensatory expansion of the volume of the brain. 

It cannot be too forcibly urged that it is not the rise of intracranial 
pressure but the cerebral anaemia which produces the symptoms of 
apoplexy. The blood-clot aas a foreign body occupies a certain volume of 
the cranial cavity, and the cerebral blood volume is decreased to a corre¬ 
sponding amount. In the case of the insertion of a foreign body the 
pressure is raised to arterial pressure in that part of the brain where the 
capillaudes and veins are entirely obliterated; in the neighboiudng part 
of the brain, where the vessels are compressed but not obliterated, the 
pressure wiU be lees; and in the most distant parts, which lie in some 
other chamber of the cranio-vertebral cavity, the pressure may remain 
normal. Since the major symptoms of apoplexy will not arise until the 
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bulbar capillaries are obliterated, it fcdlows that fatal re^ts will ensue 
from a s Tnal l haemorrhage into the cerebellar chamber which in the cerebral 
chamber would produce but slight symptoms. A very small local 
hffimorrhage i& the neighbourhood of the bulbar Centres will suffice^ to 
obliterate the bulbar capillaries and produce death. To produce de^th 
by bulbar ansemia, in the dog, a foreign body.must be introduced 
within the cerebral chamber = 4 to 6 c.c. in volume; in the cerebellar 
chamber = 1 to 2 c.c., and in the fourth ventricle = 0'6 to 1 c.c. 

Since at any pressure above cerebral venous pressure the cerebro¬ 
spinal fluid rapidly leaks away from the cranial cavity, this fluid can be 
entirely neglected in dealing with the pathology of compression. It is 
absolutely erroneous to teach that increased cerebral pressure is transmitted 
to all parts of the cranio-vertebral cavity by the cerebro-spinal fluid. It 
is equally erroneous to teach that a foreign body within the cranium 
exerts pressure. Intracranial pressure is always circulatory in origin; 
the capillaries and veins are compressed, and the passage of blood blocked 
by the presence of the foreign body. The pressure in the compressed 
area is raised to arterial pressure so soon as the blood can no longer find 
ah exit through the arterioles. AVhen a local area of capillaries is thus 
blocked by a foreign body the blood takes the pathway of least resistance 
through the other vascular areas of the brain. In and around the com¬ 
pressed area, if it be extensive, there lie a large number of arterioles 
in which the mean arterial pressure is attained, for the outlet from these 
vessels is blocked. The arterial pressure transmitted from this area 
through the brain substance will tend to produce compression of other 
capillary and venous areas. At the same time, exudation of fluid at 
arterial pressure may take place from the blocked vessels and produce 
oedema of the brain, which in its turn will tend to compress neigh¬ 
bouring capillary areas. It follows from this that the higher the arterial 
pressure the more the primary area of compression may tend to spread. 
If this conclusion be sound, it is obvious that, in cases of cerebral 
hsemorrhage, the arterial pressure should be kept at a low standard, 
until the blocked vessels are filled ivith blood-clot and phagocytosis has 
begun to remove these clots. 

AVhen a blood-clot is removed by the surgeon inflammatory oedema 
of the brain may arise secondarily. The increase of vascular tension in 
the inflamed area of dilated arterioles will tend to compress neighbouring 
cerebral areas in which the capillary tension is less. This inflammatory 
oedema is the origin of hernia cerebri; the hernia is nature’s method of 
relieving the cerebral compression, and indicates the line which surgical 
treatment should follow. 

The growth of a tmnour within the cranium may produce compression 
of the cerebral capillaries. Owing to their greater width the pressure in 
the capillaries of a glioma is higher than cerebral c^illary pressure. The 
cranial contents cannot be increased, and if the quantitative dratio of cell 
tissue to blood-vessel be altered it must be at the exj^nse of the blood 
volume. Boom for the new growth can be found only by compensatory 
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expiression of *blood, or ?)y atrophy. If the tumour grow slowly, brain 
atrophy may take place as fast as new growth increases; thus intracranial 
tension may not be raised. Tumour can produce acute attacks of com- 
prewion by exciting in/lammation with hsemorrhages, oedeniti of the brain 
substance, thrombosis of the blood-vessels, and thickening of the meninges. 
As inflammatory products collect in the cranial cavity the blood volume 
is proportionally diminished. Whenever an inflamed area becomes hyper- 
aen^c a corresponding area mast become anaemic. Thus compression of 
cereoral areas may be produced by meningitis and cerebral abscess. 

In the choroid plexuses the resistance to blood-flow is probably less, 
and the* capillary pressure higher than elsewhere in the brain. It is 
highly probable that much of the cerebro-spinal fluid is secreted from 
these vascular fringes and, passing into the general meningeal space, is 
i^sorbed by the veins. Should the Sylvian aqueduct or the foramen of 
Majendie be blocked, ventricular hydrocephalus may result, owing to the 
fact that the secretion takes place faster than absorption, and is at a 
higher pressure than that of the cerebral veins. If the veins of Galen 
are blocked the pressure in the choroidal fringes will rise almost to that 
of the arteries owing to the deficiency of anastomosis with these veins. 
In such case secretion becomes faster than absorption, and hydro¬ 
cephalus results. A local collection of fluid in the ventricles, at a 
pressure higher than cerebral capillary pressure, must inevitably lead to 
cerebral anaemia and atrophy. Symptoms of compression rapidly appear 
in the adult; in the child, atrophy of brain substance and expansion of 
the cranial cavity. A large number of cases of hydrocephalus have now 
been recorded which show that the cause of the mischief is the blocking 
of the aqueduct or the veins of Galen by inflammatory exudations or 
tumours. Ventricular hydrocephalus should be relieved by draining the 
cavity into the general meningeal space. Dr. A. Sutherland and Mr. 
Watson Cheyne have recently demonstrated the truth of this conclusion; 
in a case of acute hydrocephalus Mr. Cheyne inserted a catgut drain 
leading from the lateral ventricle to the subdural space, and closed the 
cranial opening; under this treatment the head rapidly diminished in 
size and the symptoms disappeared. 

From the final section of this article the follofwing conclusions may be drawn ; 
—(i.) The brain does not transmit pressure equally in all directions, (ii.) 
In rega^ to compression by foreign bodies there is a large amount of 
presstire discontinuity between the cerebral and cerebellar chambers. 
There is complete pressure discontinuity between the cranial and vertebral 
cavities. * (in.) The cerebro-spinal fluid cannot transmit a local rise of 
pressure to other parts of the brain, (iv.) Any pathological increase of 
cerebral jn-essure is circulatory in origin: a foreign body obliterates veins 
and capillaries, and thus at the seat of obliteration the cerebral presssure 
is raised from capilla^ to arterial pressure, (v.) It is not mechanical 
pressure but the cessation of blood-flow which produces th^ symptoms of 
compression, (vi.) The major symptoms of compression are produced by 
ftTuaitnift of the spinal b\ilb, and are exactly comparable to the symptoms 
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in the bulbar region, and in the oerebellhr cumber, than in tfa^ 
omWal chamber, (viii.) A trephine hole does not necdaearily reliere 
compreaaion.' The foreign body mnat be remoTed,;pr the opening be large 
enough tb allow an equivalent expansion of the cranial contents., (ixp) A 
secondary increase of compression can be brought atout by con^tive or 
inflammatory oedema, and this condition is enhanced by high arterial 
pressure.' " 

Leonarc Hli^L 
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THE'EEGIONAL DIAGNOSIS OF CEREBRAL DISEASE ^ 

IntFoduotory.—^The regional diagnosis of cerebral disease is, in some 
instances, comparatively easy; in others exceedingly difficult, or not 
infrequently altogether impossible. The case is simplest when a stationary 
lesion, such as softening, invades centres, tracts, or structures, the function 
of which has been determined with some accuracy, whether by anatomical, 
physiological, or clinical research, singly or conjoihtly. The case is most 
difficult when the lesion is of such a character as to exercise a widespread 
disturbance in the whole intracranial structures; or when it is seated in 
a region the exact function of which has not been accurately determined 
by any method of investigation; or again when it may be compensated 
by the corresponding region on the opposite side, or by other parts in the 
same hemisphere. 

The data which en^le us, so far as it is at present possible, to arrive 
at a correct regional diagnosis are seldom anatomical, physiological, or 
clinical alone, but rather a combination of all three; and in the following 
pages, therefore, reference will be made to whatsoever method of investiga¬ 
tion seems best calculated to throw light on the questions under 
consideration. 

Beyond the f^t, familiar since the time of Aretseus, that in hemi¬ 
plegia the lesion is in the opposite hemisphere, comparatively little had 
been positively established by clinical investigation alone until recent 
years. Under conditions apparently similar there was so much diversity in 
symptomatology, thataslinical research had not succeeded in establishing 

* In tbe praparstion of this article I gratefully acknowledge much valuable help 
fh>m my Hemoustrator, Dr. W. Aldren Turner, and from my former clinical assistant, 
t>r. Adiley Uackiutosh, Assistant Physician, Royal In 6 rmary, Aberdeen. 
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TniM^ beyond a few em|iirical geneiwlisations—atteb ija that leaibd' <A 
Broca’s region is the cause of certm fonns of aphasia; ai^ that irtitation' 
of the Tt/^landin area is the cause of unilateral eonyuyon% appropriately 
named “ Jac&onian epilepsy ”—generalisations extremely valuable in a 
diagnostic point of view, but unintelligible according to {nevious hon- 
oeptions of the constitution of the organ of mind. . 

The chaotic darkness of clinical medicine was first illumined, and a 
new era inaugurated, by the experimental^ethods first begun by £J|pitsch 
and Hitzig, and since assiduously pursued by many investigators. These 
observers, apart from what they have positively establishpd, and 
irrespective of those individual differences and discrepancies t^ich not 
unnaturally arise in the investigation of vital proble^is of great coth- 
plexity, have so stimulated thoroughness in clinical investigation and 
accuracy in pathological records, microscopical and macroscopical, that 
they have revolutionised cerebral physiology and pathology. It is, there¬ 
fore, only in the observations of the last twenty odd years that the 
materials are to be found on which we may base reasonable conclusions or 
speculations as to the probable nature and extent of intracranial lesions 
or disturbances of function. The observations of previous generations 
derive a dignity and importance more as examples of practical rules or 
of laws otherwise arrived at, than as contributions to establish these 
laws. It is unnecessary here to describe the methods which have 
proved so fertile in the hands of Fritsch and Hitzig and their 
followers, as these are now matters of general knowledge. Suffice it to 
say that they combine both the excitation and destruction methods; 
tlmt is, excitation by electrical stimulation, and destruction- by methods 
calculated, as far as possible, to obviate primary or secondary implication 
of other structures, near or remote. Excitation and abolition, or 
impairment, of function practically embrace all the phenomena which 
can be induced by cerebral lesions; all lesions may tlv^refore be classified 
into two great groups, initative and destrudive. These two classes of lesions, 
however, are not separable by hard and fast lines; for a lesion which is 
initative in the first instance may in time prove destructive, and cause 
annihilation of the function which formerly it excited; and, similarly, 
lesions, essentially destructive from the first, may be the centre of a zone of 
irritation, so that irritative phenomena, of greater or less range, are super- 
added to the paralytic symptoms. An effect intermediate between that of 
irritation and destruction must also be taken into account, namely, the per¬ 
turbation, inhibition, or temporary cessation of the functions of parts 
more or less remote from the seat of actual lesion. This is a dynamical 
influence most frequently seen in connection with sudden lesions, and 
probably due to the rupture of the solidarity which normally exists be¬ 
tween the several intracranial centres; but whether«it should be regarded 
as being irritative or destructive, is not quite cHar. As, however, the 
ultimate effect is the abolition or impairment of function, it, may rightly 
be classed among the destructive lesions, and designated indirect, in con¬ 
tradistinction to those which act directly on the parts in which they are 
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priiparily situalbd. It is the leaionB of this last <|^s which create so much 
difficulty in the accurate regional diagnosis of cwebral lesions, and which 
also largely explain the discrepancies which abound in the reports of 
experimental lesions m (he brains of the lower animals; for the estimation 
of the duration and range of these inhibitory phenomena is by no means 
easy to calculate. It is necessary, therefore, to bear these considerations 
carefully in mind in * attempting, among the phenomena of cerebral 
dis ease , to separate the essential from the accidental, and to refer to their 
resistive causes the various symptoms met with in connection with any 
given lesion. 

Destractive lesions are exemplified in their simplest form in atrophic 
degenerations; necrobiotic softenings, conditioned by non-irritative 
vascular occlusion*; and slight aseptic traumatism. 

* ^ Irntative lesions are exemplified in inflammatory processes, neoplasms, 
and septic foci; while indirect or inhibitory lesions are exemplified in 
pathological processes of a sudden character, such as extensive injury, 
heemorrhagic extravasation, and the pressure and other remote effects of 
intracranial tumours. 

For the purposes of this chapter the morbid anatomy of intracranial 
lesions is unimporbint and will not be considered. What we have to con¬ 
sider qvA regional diagnosis, is whether the lesion be essentially irritative 
or destructive in character; and whether it be such as is calculated to 
exercise a disturbing influence on regions anatomically remote from the 
part actually invaded. A knowledge is also assumed of the general 
features of cerebral anatomy, and of the convolutional arrangement of 
the cortex, as well as of the vascular supply. 

• 

Lesions of the frontal lobe. —The frontal lobe, as here defined, 
is not coextensive with the frontal lobe of anatomists, but is restricted to 
that portion of the cerebral hemisphere which lies anterior to the pre¬ 
central sulcus and *t8 ideal prolongation upwards to the longitudinal 
fissure. This line cuts off the base of the superior frontal convolution which 
functionally should be included in the Eolandic area. Physiological 
experiment further indicates that the frontal lobe as so defined must be 
divided into & prefrontal and a post-frontal area. The division between the 
two is indicated in the brain of the macaque monkey by a shallow 
transverse sulcus, the homology of which in man is somewhat doubtful. 

Electrical irritation of the posterior half, or post-frontal area, rauses 
movements of the head and eyes to the opposite side; while irritation of 
the prefrontal area is uniformly negative, or is occasionally accompanied 
by ocular movements only. It would appear, however, from Russell’s 
experiments that the lateral, or conjugate, deviation of the eyes to the 
opposite side becomes jpaodified, to upward or other movements, when the 
external rectus of the opposite eye is divided—a fact which is taken to 
indicate that other ocu& movements are represented in this area, but 
are usually concealed by the stronger and more easily excited lateral 
movements. 
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, l&qwriiitental leaiofis of the frontal lobe, according to my earliei’ 
otw^rya^Ds, lead to a tract of descending degeneration, .which occupies 
lowest and innermost area of frontal section 'of the interhal 



Fio. 20.-Convex esuect of cerebral hemisphere. FI, F2, F3, Superior, middle and Inferior frontal 
convolutions; AF, ascending frontal, or precentral convolution; AP, ascending parietal, or 
postcentral convolution; PI, P2, superior and inferior parietal lobule; Sni, supramarginal 
l^ule; Ag, angular gyrus; Ol, 02, 08, superior, middle and Inferior occipital convolutions; 
Tl. T2, TS, superior middle and inferior temporal convolutions! pc, precentral sulcus ; r, fissure 
of Bolando; s, assure of Sylvius; ip, intraparletal sulcus; p, parallel assure. 

capsule, and the most mesially situated fibres of the crus. This 
degeneration I had not been able to trace beyond the upper part of the 



Fio 21 .—Mesial aspect of cerebral lieiulspheie. M, Haigiiial gyrus; Op, gyrus fornicatiis; H, hippo¬ 
campal gyrus; U, uncus; Pc, precmieus; C, cnneus; L, Ungual lobule; Ts, fusiform lobule; 
cm, radloao-marglnal assure ; po. Internal parieto-occlpltal assure; ml, calcarine aesura. 
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poDS. More recent experiments in conjunction with my colleague Dr. 
Tomer confirm the existence of this tract of deg^eration after lesions of 
the frontal lobe. Its termination, however, is still uncerta>u£ Flechsig is 
of opinion that it connects the frontal lobe with the cerebellar hemisphere. 
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indirMtly throi^h tho gray matter of the poni^'^,Similar degeneration 
has dwnbed by Brissaud as the result of lesions of the 

antenor limb of the internal capsule in man. As thb degeneration 
could not be traced into«the anterior pyramid, ho concludes that the tract 
of the foot of the crus connects the frontal region with tho motor nuclei 
of the medulla oblongata. 

Bechterew and Witkowsky have observed atrophy of the colls of 
tho Bj^twtia nigra after old lesion of the anterior part of tho internal 
.capsure with defending degeneration in the crus. This Tomer and I 
have confirmed in some recent experiments on the prefrontal lobe. The 
frontal lobe is considered by Bechterew to be connected with the occipital 
lobe by a large toact of fibres, termed the fasciculus longitudinalis 
BUpBtior. Kbiiiov^ of tho prefrontal lobe, however, does not, according 
tt> pur observations, occasion any degeneration traceable into tho occipital 
lobe. 

When the post-frontal' region in monkeys is destroyed, a temporary 
deviation of the head and eyes to the side of tho lesion always occurs. 
This, however, is only transient, even when the destruction has been 
almost, if not absolutely complete. In two experiments which I have 
described (10) the post-frontal area was destroyed in both hemispheres. 
Tho animals were unable to turn the head and eyes to eith'er side for a 
day after the operation. At first they were unable to look around when 
sounds were made in close proximity to the ear, or, if they did, they 
moved the trunk and head “ en masse.” 

Bemoval of the prefrontal region alone causes no discoverable physio¬ 
logical symptoms, either sensory or motor. I found, however, in several 
instances, that, after the symptoms which followed destruction of the post¬ 
frontal area had entirely disappeared, the subsequent destmetion of the 
prefrontal area induced paralysis of the head and eyes of exactly the 
same nature as before. Thus in one case, after cauterisation of the whole 
of the excitable area*on its convex as well as mesial aspect, the animal, 
which at first exhibited marked conjugate deviation of the head and eyes 
to the side of the lesion, recovered within three days to such an extent 
that the defects were no longer perceptible. Extirpation of the pre¬ 
frontal region anterior to *he former lesion, a month later, reproduced the 
conjugate deviation of the head and eyes to the side of the lesion. The 
conjugate deviation of tho eyes continued for some time after the distor¬ 
tion of the head had boon recovered from, but ^rithin three days this 
defect had also disappeared. 

It is dlfBcult to remove both frontal lobes thoroughly without injuring 
the head of the nucleus caudatus, or causing lesions incompatible with 
long sttrvival. However, in a recent experiment we have succeeded in 
removing the whole of both frontal lobes after an interval of more than 
a month between the two operations. The removal of each lobe was 
followed by temporary <mnjugate deviation of the head and« eyes; but, 
notwithstanding the apparent total removal of the frontal lobe on both 
sides, there was no permanent inabUity to move the head and 
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eyes freely in all directions. It would appear, ther^ore, from this 
experiment that, though the frontal lobes are evidently in relation with 
the movements of the head and eyes, complete destruction of these 
redone does not give rise to permanent paralysisr; and still more striking 
the fact that in this same animal, after an interval of five weeks, ' 
destruction of the angular gyri,—in which, as we shall see hereafter, 
some are inclined to place the centres for the ocular movements,—did 
not cause ptosis, or paralyse the ocular 4novement8. The animal, how¬ 
ever, speedily succumbed to the shock of the operation, so' tl^ our 
period of observation was unfortunately short. 

When the lesion is accurately confined to the frontal lobe,''and does 
not extend backwards to the motor region proper, temporary conjugate, 
deviation of the head and eyes to the side of lesion is’ the only discover¬ 
able physiological symptom. 

Hitzig (14), however, after destruction of the frontal lobe, has observed, 
along with impairment of the movements of the limbs, affection of the 
vision of the opposite eye, and is inclined to think that this is not 
accidental, but that the frontal lobe is related to vision. In the 
last-mentioned experiment, we observed similar effects after complete 
extirpation of the left frontal lobe, together with a portion of the base 
of the superior frontal, anterior part of the gyrus fomicatus, and a 
part of the head of the nucleus caudatus. The lesion was there¬ 
fore not strictly confined to the frontal lobe. In addition to the 
conjugate deviation of the head and eyes there occurred a paretic 
condition of the right arm and leg (continuing longer in the leg), and 
also a slight and temporary impairment of tactile sensibility, as well as 
distinct right hemianQpsy. These symptoms, except the weakness in the 
right leg, entirely disappeared in the course of a month; and, as will be 
shown by other experiments, cannot l}e attributed to lesion of the frontal 
lobe, as such. 

The recorded cases in man of injury and diseas^ strictly confined to 
the frontal lobes accord with the negative character of experimental lesions 
in monkeys, so far as relates to the sensory and motor faculties. The 
majority may also be described as latent, that is, not revealed by any 
strictly localising symptoms. Of seventy-three cases of lesion of the 
frontal lobes, unilateral and bilateral, which I have been able to collect ' 
from various sources, twenty-four were traumatic, caused, that is, by 
fractures, gunshot wounds, or perforating instruments; four were due to 
haemorrhage; twelve to abscess, mostly secondary; in one the abscess was 
secondary to mastoid disease; twenty-five were due to tumours; and one 
was a case of atrophy. The remainder were tabulated as “ softening.” 

HsBinnFFhage.—With the exception of the inferior and posterior 
part of the middle frontal convolution, the frontal lobe, both on its 
convex and mesial aspect, is supplied by the anterior cerebral artery. 
This artery does not appear to be particukoly liable to rupture or 
occlusion; hence haemorrhages, apart from trauinaCiau, and embolic or 
thrombotic softening are comparatively rare. 
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Traimatic lesions.—Many cases are on record of recovery, without 
any obvious impaiment of sensation or motion, after traumatic injuries 
of a most extensive character. One of the most remarkable is the 
famo^ American crowlAr case. The subject of the lesion was a young 
man aged twenty-five. While engaged in stamping a blasting charge ifi 
a rock with a pointed iron bar, 3 ft. 7 in. in length, 1^ in diameter, and 
weighing 13^ lbs., the charge ^suddenly exploded. The bar, propelled 
witboifis point first, entered at the left angle of the patient’s jaw, and 
•emerged anterior to the coronal suture. The patient was only momentarily 
stunned, and recovered without any defect of sensation or motion, except 
the ptosis and loss of vision in the left eye, due to local injury of the 
'oplic and oculo-motor nerves. Examination of the topographical relations 
of the brain and skull clearly proves that the track of the instrument was 
anterior to the Rolandic or motor area, and could only have injured the 
excitable post-frontal area, unilateral lesions of which, as we know from 
experiments, cause very transient symptoms only. Whether they occurred 
at all in this patient has not been noted. 

Another similar and not less remarkable case has recently come 
under my observation. It is that of a young man, aged twenty-six, 
subject to epileptic fits, who, apxxirently in a dazed condition, and with¬ 
out ptu-pose, discharged a pistol through the roof of his mouth. The 
bullet lodged under the frontal bone, which it fractured and partially 
raised. The fractured bone was elevated and the bullet extracted by Dr. 
Walker of Peterborough. The position of the opening was half an inch 
to the left of the middle line, and an inch anterior to the coronal suture. 
The patient entirely recovered, with the exception of ptosis and weakness 
of the superior rectus in the left eye, and diplopid for objects situated 
above the horizontal line. When I saw the patient, within three months 
of the injury, there was no trace of any affection of motion or sensation, 
general or special. • 

Many other cases of unilateral traumatic lesion are on record; but it is 
not necessary to refer to them in detail, as they merely illustrate the 
same negative character of such lesions. 

Of bilateral lesions one of the most interesting is that reported by 
Davidson. This was the case of a labourer who received a blow on 
the side of the head with an iron hook, which fractured the frontal tone 
and injured the brain as far back as the coronal suture. The injured 
portion of the brain included, on the right side, the greater part of the 
superior and middle frontal convolutions; and, on the left, a considerable 
amount of the middle of the superior frontal convolution. With the 
exception of an occasional spasmodic extension of the right arm, there 
were no other symptoms in the domain of motion or sensation. 

Abscesses in the frontal lobe are, for the moat part, consecutive to 
traumatic injuries or perforating wounds, or to diseases of the frontal, 
ethmoid, or orbital tones; but a case has been reported *by Prentiss 
of abscess in the left anterior lobe secondary to abscess in the right 
petrous bone and lateral sinus. In most of these cases there was entire 
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absence of sensory or motor symptoms, and in many there was nothing 
noteworthy, or recorded, in reference to the mental condition. In some, 
however, to be alluded to subsequently, the mental condition was such as 
to attract attention. ' 

*’ Pitres reports a case of injury to the left frontal region which 
gave rise to headache, vomiting, and death two months afterwards, with¬ 
out having caused any obvious affection of intelligence, or paralysis of 
motion or sensation. After death an abscess was found in the ces'rs of 
the left frontal lobe. Macewen reports a case of a blow on the forehead' 
by a stone; suppuration occurred in the wound, followed by headache, 
drowsiness, vomiting, and occasional rigors, and double optic neuritis. 
Apart from these general symptoms there was no affection of motion' or 
sensation. The patient was trephined, and an abscess was evacuated in 
the left frontal lobe. 

Tumours form a large proportion of the cases of disease of the frontal 
lobe, either in the sulratance of the lobe itself, or growing from the dura 
mater, and compressing and destroying the subjacent cortex. Apart 
from the general symptoms of cerebi^ tumour—namely, headache, 
vomiting, optic neuritis and epileptiform convulsions—^in many instances 
there has ]^en nothing to enable one to indicate with certainty at the 
seat of the disease. 

Hun reports a case of one and a half year’s duration, with symp¬ 
toms merely of general weakness, in which death suddenly occurred 
in an attack of coma. A tumour the size of a small hen’s egg was found 
in the lower part of the frontal lobe. Dr. Hale White reports a case of 
a woman who for one month had suffered from headache, vomiting, and 
occasional loss of sight. Optic neiuitis existed, but there were no special 
symptoms. 'The patient was found one day dead in bed. The post¬ 
mortem examination revealed a glioma in the frontal lobe. Other 
similar cases might be mentioned. • 

In some cases the tumour has been indicated not by any S 3 rmptomB 
referable to the frontal lobe, as such, but by affection of the nerves in the 
anterior fossa. Thus, Schlager, quoted by Lepine, reports a case of a 
woman who for some years before her death suffered from vertiginous 
sensations and epileptiform attacks, preceded by an olfactory aura. There i 
was no other affection of motion or sensation. She died comatose. A 
carcinomatous tumour, the size of a pigeon’s egg, was found in the 
substance of the left frontal lobe, which had completely destroyed the 
left ol&ctory tract. 

In other cases there have been observed indications of paresis or 
paralysiB of the ocular nerves, fulness or protrusion of the eyeball, and 
failure of vision in the eye on the side of lesion, not to be accounted 
for by the general optic neuritis. These observations are true also of 
abscesses. « 

GrifSth^and Sheldon have reported a case of tumour occupying 
the anterior fossae, and thrusting itself between the frontal lobes, chiefly 
destroying the orbital surface and exerting pressure upon the olfactory 
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tracts and optic nerves. The symptoms in this case, in addition to those 
of cerebral tumour in general, were impairment of memory, loss of smell 
on the right side, and paresis of the left abducens. Before death both 
discs became atrophiedf with almost total loss of vision. There were no 
motbr or sensory symptoms, and, except for some attacks of maniacal excii%- 
ment, the mind was quite clear and coherent until shortly before death. 

In another group of cases there has been superadded to the general 
•«^smlx>ms of cerebri tumour Some affection of motion and sensation on 
the opposite side of the body. This is true not only of tumours, but also 
of abscesses, and of inflammatory softening extending backwards from the 
primary lesion of the frontal lobes. These symptoms are undoubtedly 
due to pressure ^n, or direct implication of, the Bolandic zone or the 
hemisphere in general, and often afford valuable diagnostic indications of 
the seat of the disease, which in its earlier stages may not have declared 
itself by any definite symptoms. Thus in a case, recorded by Treves, 
of fracture of the frontal bone and laceration of the brain, at first there 
were no motor or sensory disturbances; but, as encephalitis advanced, 
convulsions and paralysis, limited to the left arm, set in, and the patient 
died on the seventh day after the accident. After death the anterior 
two-thirds of the convolutions of the right frontal lobe were found 
destroyed, and behind this there was a zone of congestion and softening. 
On the left side about one-fourth of the frontal convolutions was 
destroyed. The motor symptoms in this case were clearly due to the irrita¬ 
tion and subsequent destruction of the motor centres of the Bolandic 
area by the inflammatory action. In a case reported by Gouget, the 
patient was admitted in a state of coma, with right hemiplegia and con¬ 
jugate deviation of the head and eyes. Ten days'before he had a sudden 
temporary loss of consciousness. A few days later another similar attack 
occurred, followed by weakness of the right side. This lasted for two days. 
Again he became cqmatose, and died. After death an abscess, containing 
three to four spoonfuls of pus, was found occupying the inferior part of 
the second left frontal gyrus. The pus cavity extended within two 
centimetres of the apex of the frontal lobe and as far back as the head of 
the nucleus caudatus, but did not communicate with the ventricle. 
Lannelongue and IVlad^laire report the case of a child who, after a 
fall downstairs, exhibited palsy of the left lower limb and contracture of 
the left arm. There was conjugate deviation of the eyes to the left, palsy 
of the right lower facial region, slight paresis and anaesthesia of the 
right arm, and contracture and hypersesthesia of the right leg. After 
death lesions were found in both frontal lobes: on the right, con¬ 
tusion of the frontal gyri and the middle part of the ascending frontal 
and inferior parietal; and, on the left, contusion at the base of the second 
left frontal involving slightly the thini frontal gyrus. This penetrated 
one centimetre into th% cerebral substance. 

BrUns ha# described four cases of tumour of the frontal k)be in which, 
in addition to some degree of paresis or paralysis of a hemiplegic or 
monoplegic character on the opposite side, there were also disturbances 
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of equilibrium and co-ordination. In one case (sarcoma affecting both 
frontal lobes and involving the genu of the corpus callosum) there was 
instability of equilibrium with a tendency to retropulsion; and In another 
(hsematoma indenting the left frontal lobe) the patient could not stand 
without support, and had slight paralysis of the right hand and face.' A 
case of frontal lobe tumour with purely cerebellan symptoms has been 
recently under ray own care. This combination of symptoms, as Bruns 
indicates, is in all probability due to pressure exerted backwards opr^;htr 
cerebeUiun in the line of thrust, and is peculiar to tumours of the frontal 
region. 

The symptoms hitherto described are in accordance with the negative 
effects, fud motion and sensation, which have been uniformly found in 
monkeys after extirpation of the frontal lobes proper ; and the occurrence 
of spasmodic or paralytic affections of the limbs is also in harmony mth 
the effects of lesions primarily or secondarily involving the motor centres 
of the Rolandic area. It is a question, however, whether the symptoms 
of injury and disease of the frontal lobes in man entirely bear out those 
which have been described as the result of irritation and destruction of 
these regions in monkeys and other animals. It has already been stated 
that irritation of the post-frontal area uniformly causes conjugate move¬ 
ment of the eyes and head to the opposite side, and that extirpation of this 
region is uniformly followed by conjugate deviation of the head and eyes 
to the side of lesion. This, however, is only of temporary duration, even 
when the post-frontal centres have been entirely destroyed; and it would 
be in accordance, therefore, with the results of experimental physiology 
that such phenomena should not occur in man except in connection with 
irritative or sudden destructive lesions of the area in question. 

Irritation would cause conjugate movement of the eyes to the opposite 
side, while sudden destruction would cause deviation to the side of lesion, 
owing to the non-antagonised action of the centres iOf the opposite hemi¬ 
sphere. Slowly progressive lesions, however, need not reveal themselves 
by conjugate deviation, as compensation would be effected as rapidly 
as the process of destruction. Chouppe has reported a case of tuber¬ 
culous meningitis in which, in addition to the pain in the head, vomiting, 
and BO forth, the most remarkable symptom was 'rotation of the head and 
eyes to the right. This could be overcome with moderate effort, but the 
head and eyes returned to their abnormal position when left to themselves. 
There were no symptoms of paralysis or contracture. After death a 
superficial lesion of the size of a franc piece was found on the superior 
part of the middle frontal convolution in the left hemisphere. This may 
be regarded as in all probability an irritative lesion of the oculo-motor 
area. In Glouget’s case (12) there was conjugate deviation of the head and 
eyes to the side of lesion; but as it was accompanied by general hemi¬ 
plegia, it does not admit of being referred to lipiited lesion of the left 
frontal lobe. • In Lannelongue’s case (17) the conjugate deviation of the 
head and eyes to the left side might perhaps be attributed to the lesion 
at the base of the second left frontal convolution. 
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Apart from the cases which I have quoted, however, I do not find any 
very satisfactory evidence of conjugate movement of the head and eyes 
having been observed in connection with lesions implicating the central 
regions homologous with the ocular centres in the monkey. 

• I have elsewhere (9) described the mental symptmm observable* in 
monkeys after extirpation of the frontal lobes. These, however, only 
occur when the lesion is bilateral, and some experimenters have failed to 
Mi^borate them. They ma^ easily escape superficial observation, and 
it is only by careful comparison of the animals before and after opera¬ 
tion that they are capable of being detected, and even then it is difiScult 
to state their nature precisely. The animals do not appear to have 
entirely lost any of their mental faculties. They, however, exhibit a 
curious listless apathy or purposeless restlessness, and certainly lose the 
intelligent keenness and cunning which they possessed before the opera¬ 
tion. I have confirmed these observations'in a recent experiment (1894) 
in conjunction with my colleague Dr. Turner. The whole of the frontal 
lobes, including the oculo-motor centres, were entirely extirpated on both 
sides. Though the animal recovered perfectly, with the exception of 
slight weakness in the right leg, and enjoyed excellent physical health, 
the mental alteration, of the character just described, was so striking 
that there could be no question of its reality. 

It has already been stated that in a large proportion of the cases of 
disease of the frontal lobe in man no mental symptoms have been noted; 
but in others they have been so marked as to have deserved special 
mention in the clinical records. Many of the cases have, however, been 
tumours, and it is therefore a question how far these symptoms should be 
attributed to lesion of the frontal lobes, as sflch, apart from general 
disturbance of the brain. But mental symptoms, of the character above 
described, have also been observed in connection with lesions of a purely 
stationary character, not calculated to aflfect the brain as a whole. A 
case has been recorded by Baraduc of atrophy of the frontal con¬ 
volutions in both hemispheres, due to obliteration of the arterial blood- 
supply. The lesions occupied the first, second, and third frontal con¬ 
volutions, and also the internal aspect of the frontal lobes. The 
ascending frontal andT parietal gyri and paracentral convolution were 
narrowed, but the rest of the brain was normal, except in the region of 
the inferior parietal lobule of the right hemisphere. The patient, who 
was an inmate of the Hospice de Menages for six years, exhibited no 
paralysis of sensation or motion. He was, however, in a state of 
dementia, marching about restlessly the whole day, picking up objects 
from the ground, never speaking, and quite oblivious of all the wants of 
nature. In Davidson’s case, above referred to, the only symptoms 
of the cerebral lesion, apart from occasional spasm of the right arm, were 
of a psychical nature Though the patient seemed to understand all 
that was said to bim, and did what he was told, “ every action he per¬ 
formed left the impression on the mind of the observer that it was 
purely automatic or machine-like.” Marked mental deficiency has also 
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been frequently observed in connection with arrested developmenl or 
atrophy of the frontal lobes. Thus, in the case of a girl aged 15, 
report^ by Cruveilhier, who had remained in a state of ididcy from 
birth, the anterior two-thirds of the frontal Idbes were completely 
defibient. 

The association of mental symptoms with tumours of the frontal 
lobes has been remarked in many recent cases. According to Starr, 
of twenty-three cases of tumour of the frontal lobes mental disturbsf.^fjr 
occurred in one-half. 

I have myself recorded a case (11) of a man aged 40, who, when he 
came under observation, in addition to the general phenomena of cerebral 
tumour, exhibited s 3 miptoms essentially mental These consisted chiefly 
in great failure of memory, inability to concentrate his attention, general 
mental hebetude, and a continual tendency to fall asleep. During the* 
period of observation from June to January the mental symptoms 
remained essentially the same, but in addition there sometimes appeared 
to be relative weakness of the right side of the body, never amounting 
to actual paralysis. He died comatose after an attack of influenza. 
After death it was found that the anterior portion of the left frontal 
lobe was occupied by a large tumour, about three inches in diameter, 
attached to the dura mater in front, from which it had apparently grown 
and pressed backwards on the frontal lobe. During life the probability 
of tumour being situated in this region was expressed, both from the 
mental symptoms and signs of pain on deep pressure over what proved 
to be the seat of the tumour. It was impossible to arrive at any 
accurate conclusion with regard to the sense of smell in this case, but if 
the sense of smell had been certainly affected there would have been no 
hesitation in operating for the removal of the disease. Professor Allbutt 
has narrated a case to me of glioma the size of a large pigeon’s egg in 
the left frontal lobe of a middle-aged woman. Tbe growth of this 
tumour, which must have been of long duration, gave rise to no symp¬ 
toms until the patient was within a few days of death. She then became 
dull, forgetful, torpid and sleepy, and soporose hysteria might have 
been diagnosed had it not been for the lack of corroborative evidence 
(the patient was a lady’s maid, and an active atid sensible person), and 
for the presence of Idghly swollen optic discs. The sopor deepened 
until the death of the patient, about the tenth day after the earliest 
symptoms and without any further diagnostic indication. There was no 
cranial pain, on percussion or otherwise, at any time. 

A successful operation for tumour in this region was performed by 
Durante. The symptoms on which Durante based his diagnosis of 
tumour of the frontal lobe were loss of memory and change of disposi¬ 
tion, anosmia, and some downward and outward displacement of the left 
eye. The patient recovered perfectly after removal of the tumour, 
^e symptoms in a case recorded by MSumey and StmT(r<were head¬ 
ache, vomiting, and optic neuritis, and a severe and constant i>ain in the 
frontal region, increa^ by pressure or percussion. There was marked 
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mental dulness and difficulty in concentration of attention, together 
with slight hemiplegic weakness on the right side. In this case an 
operation was decid^ on, and a capsulated tumour was removed which 
h^ involved the posterior extremity of the second frontal convolution, the 
adjacent portion of the first frontal and the upper half of the ascenaingt 
frontal or anterior antral convolution. A case with similar symptoms, 
dependent on an infiltrating, glioma the size of a hen’s egg in the left 
4tantal lobe, is related by Knapp. For other recent cases, in addition 
to those specially mentioned, see Gilman Thompson, Morrison, Burr. 
Keen. 

An examination of the cases above recorded, as well as of many 
others which «re to be found in medical records, shows that the 
regional di^Mis of lesions of the frontal lobes, independently of 
external indications, such as fracture and the like, may be a matter of 
doubt if not of absolute impossibility. It is abundantly evident that 
extensive lesions may exist in one or even both frontal lobes without 
revealing themselves in any impairment of motion or sensation, general 
or special ; or even in mental symptoms of such character as to call for 
special description. 

Summary.—(i.) Lesions of the frontal lobe may therefore be said 
to be not infrequently latent. 

(ii.) On the other hand, in some cases, especially if the lesion is 
bilateral, and even in the case of lesions which are not calculated to 
cause pressure or disturbance of the brain in general, there may 
be mental sjnuptoms of which the chief characteristics are failure of 
memory, hebetude, apathetic indifierence or tendency to sleep, vague 
restlessness, and inability to concentrate attention. 

(iii.) The regional diagnosis of lesion of the frontal lobe is rendered 
more probable if, in addition to the psychical symptoms, there occur 
convulsive or paralytic symptoms, monoplegic or hemiplegic, on the 
opposite side of the body. These symptoms are indicative of extension 
of the lesion backwards into the Bolandic area. 

(iv.) The diagnosis of lesion of the frontal lobe may be made with 
still greater certaintyyf, in addition to the symptoms enumerated under 
paragraphs ii. and iii., there are signs of pressure in the anterior fossa; 
consisting in protrusion or di^lacement of the eyeball, with perhaps 
unilateral loss of vision, anosmia, and paralysis of one or other of the 
oculo-motor nerves. 

(v.) The diagnosis is confirmed if, in addition to some or a combina¬ 
tion of several of the above-mentioned symptoms, there is pain on deep 
pressure on the frontal bone. This local pain may, however, be entirely 
absent if the lesion be subcortical, and is especially to be found in cases of 
tumour causing tension or irritation of the dura mater. 
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Disease of the Rolandic or Motor Region. —The Rolandic or 
motor region, as defined by experiments on monkeys (Ferrier (25), 
Schafer, Horsley and Beevor), includes the convolutions which bound 
the fissure of Rolando; namely, the ascending frontal or precentral 
convolution and the base of the superior frontal, the ascending parietal 
and its broadened base, the postero-parietal or superior parietal lobule, 
together with the corresponding portion of the marginal convolution 
which forms the mesial aspect of the hemisphere. In this region are 
situated specialised areas, stimulation of which by the electric current 
gives rise to certain definite movements of the opposite aide of the 
body; namely, of the trubk, limbs, facial, lingual, and laryngeal muscles; 
and destruction of which causes hemiplegia, if the entire region be de¬ 
stroyed; or limited or dissociated paralyses or monoplegias, if indi¬ 
vidual areas only are destroyed; the paralysis or monoplegia in this 
case corresponding to the movements which are excited by the electric 
current. 

At the upper extremity of the central convolutions, and extending 
over the margin of the hemisphere into the posterior part of the central 
convolution—paracentral lobule,—electrical stimulation gives rise to 
movements of the lower extremity. The movements so excited vary with 
the position of the electrodes in this area. Rebind the fissure of 
Rolando they are chiefly, or exclusively, of the foot or toes; in front of 
the fissure of Rolando they are combined with movements (flexion) of 
the leg and thigh. With minimal stimulation (Horsley and l^evor) it is 
possible to note differentiated movements of the lower limb with still 
greater minuteness, and, in particular, the great toe may be separately 
thrown into action by stimi^tion at the uppermost extremity of the 
fissure of Rolando. 

Below the‘leg area, and partly in front of it, and occupying the 
middle third, or rather middle two-fourths, of the central convolutions, 
there is an area stimulation of which causes movements of the uppes- 
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extremity. In this area one may distinguish, more or less completely, 
protra<^ion and retraction of the upper arm, flexion and supination of 
the fowarm, and movements of the wrist, thumb, and fingers. The 
proximal movementsi are more particularly represented in the upper part 
of this area; the distal movements, namely, those of the fingers«nd 
thumb, in its lower part. By minimal stimulation of the lower* 
extremity of the intraparietal sulcus the thumb alone may be thrown 

action. 

Below the arm area, and occupying the lower third of the central 
convolutions, electrical stimulation causes movements of the face, mouth, 
tongue, and larynx. In the upper part of this area stimulation in front 
of the fissure of Bolando causes movements of the upper facial muscles, 
and behind this fissure, of the platysma myoides. In the lower portion, 

, stimulation causes movements of the mouth and tongue—protrusion of 
the tongue being generally caused by stimulation anterior, and retraction 
by stimulation posterior to the fissure of Bolando. In the anterior 
division, also, of the lower half of this area stimulation gives rise to 
phonatory closure of the vocal cords (Horsley and Semon), and occasion¬ 
ally, as I have found in some animals, to actual phonation. 

The Bolandic region, as has been stated, extends over the margin of 
the hemisphere into the marginal convolution, on the mesial aspect of 
the hemisphere; and stimulation of this convolution from before back¬ 
wards gives rise to movements of the arm and shoulder girdle, trunk 
and pelvis, and lastly of the leg, foot, and toes (Horsley and Schafer). 
Movements excited by stimulation of this region, however, are less 
capable of being exactly discriminated one from another. 

Whether in respect to the efiects of electrical stimulation of the 
cortex a parallelism exists between the lower animals and man, is a 
question which has been answered in the affirmative by some recent 
observations in patijents in whom the brain has been exposed with a 
view to the extirpation of lesions supposed to be the cause of focal 
epilepsy. Cases of this kind have been reported by Mills (47), Keen (39), 
Lloyd and Deaver (41), Nancrede, Bansom, and Dana (16). The 
results have been such as to show that the same kinds of movements 
occur in man as in ahe monkey, though we cannot say that a precise 
anatomical homology has yet been established. The excitation method 
is now, indeed, employed by surgeons as a guide to the exact localisation 
of a centre which it is desired to extirpate. 

The results of the excitation method show that whether the indi¬ 
vidual segments of a limb are separately localised, or are represented 
more or less throughout a common area, the areas as a whole are com¬ 
pletely difierentiated from each other. Thus no movements of the leg 
can be excited from irritation of the facial centre, nor of the face from 
the leg centre. ^ 

The fact that stimulation of the margin of a given area is apt to 
produce combined movements of this and the adjoining area, does not 
justify the conclusion that this portion subserves conjoint functions. It 
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is mow likely that the excitation method cannot aocuratSly map t)ut 
the boundaries of respective areas, for areas which are in clos^ 
imity to each other, anatomically and functionally, are apt to/Mie dis¬ 
charged by diffusion of the same stimulus. In respect to the movements 
of 8»limb, however, it is found that, though a particular movement may 
'be frequently isolated by minimal stimulation of a defined point within 
the general area, yet this same movement may occur along with others 
when another part of the area is under 'stimulation. This may 
interpreted either on the supposition that the particular movemen^u^ 
represented throughout the whole of the area, or that it is the result of 
a diffusion of the stimulus to the particular area previously defined by 
minimal stimulation. 

Probably both suppositions are more or less true. Inasmuch as the 
movements excited from the cortex are acts, and not mere muscular 
contractions, it is probable, from a consideration of the results of stimula¬ 
tion of the roots of the brachial and crural plexuses, that the same move¬ 
ment may occur in different combinations; and that there may be, 
therefore, a multiple representation of a given muscular group. But this 
does not justify the conclusion that one and the same portion of gray 
matter can subserve different functions. My opinion is that functional 
differentiation depends on anatomical conditions, and that these are as 
distinct in the cortical centres as one organ from another. The centre 
for the thigh can no more function for the arm or hand than the eye for 
the ear, or conversely. But multiple representation will permit of the 
movements more especially centralised in a given area being carried out, 
in certain combinations at least, notwithstan^ng the destruction of this 
particular area. Hencej for instance, destruction of the thumb area 
proper may not entirely paralyse the thumb, if this be represented also 
elsewhere. 

The same difficulty, which is encountered in defining the complete dif¬ 
ferentiation of movements by electrical stimulation, is observed in the 
case of destructive lesions which invade the boundaries of respective areas. 
Hence a lesion which paralyses the thumb is apt to cause a greater or 
less degree of paralysis of the whole arm; or, it may be, of the leg also, 
if the lesion extend beyond the boundary of the ana centre. 

It has been established, by experiments on monkeys, that destruction 
of the areas excitation of which produces definite movements, causes 
volitional paralysis of the same movements on the opposite side of the 
body, which varies in extent and completeness with the destruction of 
the respective centres. When the destruction is complete the paralysis 
is permanent, and is followed by degeneration of the pyramidal tracts of 
the spinal cord and contracture of the paralysed limbs (23). Some 
movements, however, are so bilaterally represented in each cerebral 
hemisphere that even complete extirpation of the centres in the one 
hemisphere causes little or no obvious impairment of these movements; 
and, in order that paralysis should result, it is necessary that the centres 
on both sides should he destroyed. Of this character are, first, those of 
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the tmnk, hip, and shoulder girdle, which have their centres in each 
marginU convolution; thus in order that these movements may be 
paralys^ it is necessary that the marginal convolution should be de¬ 
stroyed in both hemispheres; secondly, the movements of the mouth 
and tongue; and, thirdly, those of the larynx. 

Unilateral extirpation of the oro-lingual or of the laryngeal centres, 
at the lower extremity of the Bolandic area, does not appreciably impair 
yie movements of articulatidh or of phonation; whereas they become 
conSpletely paralysed when the centres are destroyed in both hemi¬ 
spheres. It would appear that such movements as may not be primarily 
represented bilaterally in each hemisphere are secondarily associated, 
according to Broadbent’s hypothesis, by commissural fibres between the 
respective bulbw and spimd nuclei. That bilateral representation of 
qiovements in the cerebral hemispheres is founded not merely on 
functional but on structural relations is proved by the fact that 
secondary degeneration in the pyramidal tracts occurs on both sides in 
accordance with the degree of representation in each hemisphere. Thus, 
acconiing to the researches of Sherrington, if the lesions affect the centres 
for the limbs only, the pyramidal degeneration is almost entirely on 
the opposite side; whereas it is decidedly bilateral if the lesion invade 
the marginal convolution: and this is still more pronounced if the lesion 
invade the laryngeal centre. 

These facts show that even in the case of the limbs, each hemisphere 
represents both sides of the body, mainly the opposite, but also to some 
extent the same side; and this is in accordance with the observations of 
Brown-S6quard, Pitres, and Friedlander—that lesions which cause hemi¬ 
plegia of the opposite side cause also some diminution in the dynamic 
energy of the limbs on the same aide. 

The bilateral relations of each hemisphere, so well marked in monkeys 
and man, is still mpre pronoimced in some of the lower animals; and it 
is this bilateral representation which accounts for a large amount of 
recovery, even when the motor centres of one hemisphere have been 
entirely destroyed. The recovery extends more particularly to those 
movements which are more or less habitually associated with those of 
the other side, and Idhat of all to those movements which are most 
independent and most highly specialised. Hence, in cortical motor 
paralysis the arm is more paralysed than the leg, and the distal move¬ 
ments of the limb more than the proximal. 

Ckirtical motor paralysis is essentially paralysis of voluntary move¬ 
ment, or that which implies conscious discrimination j and is .consistent 
with the retention of co-ordinated movements of the same muscular groups 
of considerable complexity of the automatic or instinctive order. The 
degree in which these are retained, after extirpation of the motor cortex, 
varies much in different orders of animals; they are highest in fishes and 
birds, and lowest in monkey and man. 

Lesions invading the Eolandic area are divisible, into two great 
groups; first, irritative lesions, and, secondly, destructive lesions. Prac- 
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tically, however, they cannot be separated from each other by ha^ and 
fast lines, for not infrequently those lesions, which ultimately prove 
destructive of the centres which they invade, are primarily, oi^ at some 
time in their course, associated with irritative phenomena. 

*1 Irritative lesions.—Irritative lesions are so called because they tend 
to induce a sudden or explosive discharge similar to that which may be 
induced artificially by long-continued electrical stimulation of the cortex. 
The discharge is apt to-leave a condition'of exhaustion, so that a 
lytic condition, more or less enduring, may be observed to follow the 
epileptiform convulsion. This may be a post-epileptiform hemiplegia 
or a post-epileptiform monoplegia, according as the convulsion has been 
general or limited. As the pathology of unilateral epileptiform convul¬ 
sions was first clearly indicated by Dr. Hughlings Jackson, the affection 
has been appropriately termed “ Jacksonian epilepsy.” 

Jacksonian epilepsy may be taken in all cases to indicate the exist¬ 
ence of some irritative lesion of the cortical motor centres. The mere 
occurrence of a unilateral convulsion, or of an epileptic attack in which the 
convulsions are exhibited mainly on one side, does not, however, prove, 
apart from other indications, that the lesion is organic; or, if organic, 
that it is situated in the cortical motor zone. 1 have found experi¬ 
mentally, and it is also in accordance with the facts of human pathology, 
that irritation primarily situated outside the motor zone may result in 
an attack of unilateral convulsions. But in these cases there is no doubt 
that the convulsions are proximately due to irritation secondarily set up 
in the cortical matter of the Bolandic area; since convulsions of the type 
known as Jacksonian epilepsy—that is, tonic followed by clonic spasms on 
the opposite side of the body—never occur on stimulation of the medullary 
fibres alone, and cannot be produced if the cortical motor centres are 
destroyed on both sides. Irritation of the subjacent medullary fibres 
causes tonic contractions only, and the duration of t|;e effect is strictly 
proportional to that of the stimulus which is applied. 

In the great majority of instances the lesions which cause Jacksonian 
epilepsy are situated either in the cortex itself or immediately subjacent. 
There is reason to believe, however, that an irritable or explosive con¬ 
dition of the cortex manifesting itself in unilatersd spasms, monoplegic or 
hemiplegic, may be set up by lesions primarily situated in the periphery. 
Thus Mills (47) has recoiled a case of epilepsy of the Jacksonian type in 
connection with a neuroma of the right hand, the result of injury. The 
spasms affected the right side, beginning with the fingers, and extending 
to the arm, face, and leg without loss of consciousness. 

Convulsions of a similar peripheral origin have been produced by 
Brown-S^quard by lesions of the sciatic nerve in guinea-pigs. It is also 
worthy of note that unilateral convulsions may be caused on the same 
side by irritation of the dura mater. This I havf frequently seen in the 
course of my (experiments. 

The morbid anatomy of Jacksonian epU^sy is variable, but, from the 
point of view of regional diagnosis, the exact character of the lesions is 
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unimp^mnt. Generally, it may be said, they are such as are calculated 
to prodili^ an inflammatory or hypersemic conditibn of the cortical centres. 
They iucmde exostoses, depressed fractures, spicula of bone and cicatrices, 
resulting from traumatie lesion, meningeal irritation, tuberculous and other 
tumours, and especially syphilitic lesions of the cortex. These last are 
such a frequent and potent cause of Jacksonian epilepsy that syphilitic 
epilepsy and Jacksonian epilepsy are sometimes used interchangeably, 
ij^ough the one name is by no 'Jneans coextensive ^th the other. 

^^As has been remarked before, the disease, which begins as an irritative 
lesion, very generally tends to destroy the region in which it is situated, 
and thus leads to paralysis with secondary degeneration; irritative 
phenomena bein^ prone to occur so long as the vitality of the gray 
matter is not entirely exhausted. It is this tendency which enables us 
to arrive at the regional diagnosis of the seat of the lesion in a more 
precise manner than if the phenomena were of the purely irritative order; 
for the determination of the seat of an irritative lesion is more uncertain 
than that of a destructive lesion, owing to the difficulty of determining 
the exact extent of the zone through which a vital irritation may difliise 
itself. 

If, however, the convulsive discharge be associated with, or followed 
by, paralytic weakness in the face, arm, or leg, the position of the lesion 
can be more accurately determined, according to the principles which will 
be laid down more fully in the next section. 

Jacksonian epilepsy in its early stages, and often throughout its whole 
course, is limited to the face, arm, or leg; or to some particular muscular 
group on the opposite side of the body. With this monospasm or proto¬ 
spasm there is often a tendency to generalisation, and the convulsions 
usually follow a definite order. If the spasms begin in the face, they 
next attack the arm, and then the leg; if they be^n in the hand, 
they ascend the arm, then attack the face, and ultimately spread to 
the leg; if they begin in the leg, they next affect the arm, and lastly 
the face. This order is rarely inverted, and it never happens that a 
spasm, beginning in the face, attacks the leg before affecting the arm. 
The explanation of the sequence of the spasms in Jacksonian epilepsy 
is afforded by the positidh in the Rolandic area of the respective centres 
of the face, arm, and leg. In order that irritation starting from the facial 
area should ascend to the leg area, it is necessary that it should diflfuse 
itself through the arm area which separates them from each other. 
Usually, when the convulsions, starting in a given point, have become 
unilateral, consciousness is lost; and in this case the convulsions generally 
extend to the other side, and become bilateral 

ThreS types of Jacksonian epilepsy may be conceived, according as 
the spasms begin in the face, arm, or leg. 

First, fddal Tnonospasm or ^otospasm .—In this case the spasms usually 
begin in the angle of the mouth, spread thence to the head and neck, 
causing rotation and conjugate deviation to the o pposit e side, and thence 
tend to spread to the arm and become general. Under such conditions 
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we may assume the existence of an irritative lesion ol'^fie facial,«entre 
situated at the lower extremity of the Bolandic area. It is not jp^'jcessary 
here to refer in detail to the evidence in support of this propohition. 
The chief facts bearing on this subject may becfound on reference to 
Gharcot and Pitres (13), Grasset, De Boyer, and the author’s Localiseiim 
of Cerebral Disease (23). 

In an interesting case reported by Dr. Byrom Bramwell (10) the fits 
began with spasm* in t^e right platysma, asid were frequently ccmfined t 9 _ 
this muscle. The lesion in this case was a small spictdum of bone project¬ 
ing from the inner table of the skull, the result of a cranial injury received 
some years previously, which impinged on the cortex at the inferior 
extremity of tho ascending parietal convolution. The situation of the 
lesion exactly corresponded to the position of the centre‘for the platysma, 
as defined by electrical irritation of tho brain of the monkey. 

Secondly, brachial monospasm or proiospasm .—Of cases of spasms, 
dependent on cortical lesion, beginning in the hand and .arm, or limited 
to it, there are now manypn record. As a rule they begin in the fingers, 
and more especially in the thumb and index finger; but this 'is not 
necessarily so, as much depends upon the exact position of the lesion 
in the arm area. 

As has already been noted, the proximal movements of the arm are 
represented in the upper part of the arm area, and the distal in the 
lower. In some recorded cases no exact description is givMi of the march 
of the spasms; but in others, in which they specially began in the fingers 
or hand, the lesion has been foimd either in the ascending parietal con¬ 
volution, or in close proximity to it. 

One of tho most interesting cases of this kind has been reported by 
Dr. Dreschfeld. The patient sufiFered from repeated attacks of con¬ 
vulsions limited to the left arm, beginning with closure of the fist, 
flexion of the wrist and pron^ition of the forearm, together with spasms 
of the left platysma. The dura mater was found adherent to the cortex 
on the right side over the greater part of the ascending parietal convolu¬ 
tion and supramarginal lobule. In a case under the care of Dr. Hugh- 
lings Jackson, reported by Mr. Horsley (36), the patient was subject to 
spasms beginning in the left thumb and foiefinger, and frequently 
followed by temporary paralysis of tho left arm. The spasms depended 
upon the existence of a small tumour situated at the junction of the 
lower and middle thirds of the posterior central convolution in the right 
hemisphere. Tho lesion was accurately diagnosed from the symptoms, 
exposed, and removed. In those cases in which the spasms have begun 
in the upper arm and descended to the hand, the lesion has been found 
at the upper part of the arm ar^. A typical case of this kind has been 
recorded by Hughlings Jackson. ' 

In these and similar facts we have reason to believe that the exact 
situation of,the lesion in the arm area may be determined by careful 
observation of tho mode in which the attacks set in;“and that, in 
accordance with electrical stimulation, the spasms will begin in the 
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proxn^ or d&f&I part of the limb, according as the lesion is situated in 
the UPPV or lower division of the arm area. 

Thirmy, crural monospasm or protospasm .—In the third group of cases 
the fits begin in the lower extremity, and may begin in the foot and 
a8C«!md to the thigh, or in the muscles of the thigh and descend to the 
foot. In such cases the lesion is found at the upper extremity of the 
Rolandic fissure, as in a case reported by Hughlings Jackson. In another 
jjyjgrted by,'the same author <the fits began in the right leg, and were 
frequently limited te it, followed in time by paralysis of this limb and 
other signs of extension to the hemisphere in general. A tumour was 
found at the upper extremity of the ascending frontol and base of the 
superior and middle frontal convolutions. Many similar instances might 
be mentioned, i’or further details the reader is referred to the author’s 
Goulstonian and Croonian lectures (23). 

'The monospasms or protospasms of Jacksonian epilejMy are not in¬ 
frequently preceded, or accompanied by, a subjective sensation or sensory 
aura in the parts invaded by the spasm. It may bo limited to these, or 
the sensory discharge may be more extensive. "Thus, in a case reported 
by Ransom, the fits began with tingling in the left thumb, followed 
by spasms which spread up the arm to the face. Occasionally the 
tingling sensation occurred alone, without spasm; and in addition, at a 
later date, there was also a visual axira in the left eye. The lesion in 
this case was an adhesion of the pia mater to the cortex at the junction 
of the middle with the lower third of the Rolandic area of the right 
hemisphere. 

Confirmatory evidence of the regional diagnosis founded on the 
symptomatology may in many cases be obtained by deep pressure on the 
skull over the suspected seat of the lesion. Tenderness or distinct pain 
may thus be elicited, even though the patient may not have complained 
spontaneously of pain in this region. This is particidarly true of syphilitic 
and irritative lesions in general. In the case of lesions, however, 
which do not actually reach the cortex, this symptom may be entirely 
absent. 

Summary. —(i.) Irritative lesions of the Rolandic area are indicated by 
epileptiform convulsions on the opposite side of the body, which may be 
limited to the arm, leg, or face; or, beginning in this way, may become 
general, with or without loss of consciousness. 

(ii.) There.need not be any discoverable organic lesion; but if, in 
addition to the muscular spasms, there is paralysis more or less enduring, 
and tending to become permanent, we may diagnose an organic lesion. 

(iii.) The nature of the lesion, apart from external indications, must be 
determined by the characters peculiar to each, such as tumour, syphilis, 
and the like; and its exact seat by its limitation or mode of onset in the 
face, arm, or leg respe^ively. 

(iv.) If in the feme, the lesion is situated in ^he lower, third of the 
Rolandic area, or in close proximity to it. If in the arm, in the middle 
third; if in the leg, at the upper third of the Rolandic area: and it 
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may be more exactly defined in these respective areas according iff the 
muscles primarily thrown into spasm. ^ 

(v.) Confirmatory of the evidence derived from the mode ^of onset 
of the convulsions is the fact that pain may frequently be elicited 
bjtdeep pressure over the corresponding cranio-topographical area. " 

From these indications the seat of the disease may as a rule be 
accurately defined with a view to excision of an epileptogenic focus. 

DestFuetlve lesions.,— A. Affections of i/notion .—^Destructive lesionajpL 
the Kolandic area are the counterpart of irritative lesions, and manifest 
themselves in paralysis of voluntary motion, limited or general, according 
as the lesion invades special areas or the whole Solandic region. This is 
true of all lesions which positively destroy the corti^l gray matter; 
The apparent exceptions to this rule have been cases of superficial lesion, 
or tumours growing in or on the cortex, which, it is well known, may in 
the course of their growth gradually push aside, without actually destroy¬ 
ing, the true nerve structures in which they have their seat. Cases of 
this kind have been reported by Samt, Magnan, Bramwell (11), Bennett, 
and others. Or the lesions may have caus^ a certain amount of destruc¬ 
tion, but the symptoms during life have either not been carefully observed, 
or the lesions have occurred before the brain had reached its full develop¬ 
ment, thus allowing of a greater degree of eompensation by the motor 
centres of the other hemisphere, or by the subjacent ganglia. In this 
group may be classed the case recorded by Cunningham, and cases of 
porencephaly, or infantile hemiplegia, in many of which the paralysis 
is less in degree and extent than is usually foimd as the result of similar 
lesions in adults. 

Hemiplegia of the cortical type, due to destruction of the whole 
Rolandic area, does not differ essentially from hemiplegia due to 
destruction of the anterior part of the posterior limb of the internal 
capsule (sec p. 330). There is the same relative afieetjon of the different 
movements, those being most paralysed which are most volitional, and 
least associated with those of the other side of the body. The facial 
paralysis is most marked in the lower facial region, and less so, but still 
evident on careful examination, in the upper facial region. The move¬ 
ments of the leg are less paralysed than those'- of the arm, and the 
proximal movements of the arm less than those of the wrist and fingers; 
while those of the trunk, articulation, and phonation are not perceptibly 
affected. 

If the destruction of the cortical substance be complete the paralysis 
wiU be of permanent duration, and followed sooner or later by secondary 
contracture of the paralysed limbs, with descending sclerosis of the 
pyramidal tracts. If the lesion is not such as to destroy the gray 
matter completely, the hemiplegia may be transitory, as is not in¬ 
frequently seen in the course of general paralysis, or,,of superficial meningo¬ 
encephalitis. c A complete hemiplegia, however, of greater or less dura¬ 
tion does not necessarily indicate totel destruction of the whole motor 
area, for the lesion may have anatomical limits, while the paralysis on 



293 


THE REGIONAL DIAGNOSIS OF CEREBRAL DISEASE 

the ojraosite side is general. In such cases we have to deal with 
merely^ynamic disturbances, extending beyond the actually demon¬ 
strable lesion; and in the course of time the p>arts which have not been 
actually destroyed may regain their functions, and the paralysis become 
restricted. 

Though the rule'is that the paralysis occurs on the opposite side of 
the body, there is no doubt Ijiat in some rare instances the paralysis has 
TWbii direct, that is, on the same side as the lesion. These cases, however, 
are by no means so numerous as Brown-Si^quard (12) has represented, 
for a large proportion may without doubt be set down to faulty records. 
But that they may occur has been proved conclusively by a recent case 
carefully observed and recorded by Charcot and Pitres (14). This was 
a case of left hemiplegia with aphasia occurring suddenly without loss of 
consciousness, and without affection of sensation. The paralysis and aphasia 
existed a whole year. After death the right hemisphere was found intact. 
In the left hemisphere a large area of softening was found extending 
from the ascending limb of the Sylvian fissure into the lower part of the 
ascending frontal, the corresponding portion of the ascending parietal, 
and the base of the second frontal convolutions. The lesion was limited 
below by the horizontal limb of the fissure of Sylvius; and sections 
through the softened region showed that the lesion involved only the 
cortex and subjacent medullary fibres, and did not invade the internal 
capsiile or basal ganglia. Secondary degeneration was traced into the 
left crus and the left pyramid. In this case there was no decussation of 
the anterior pyramidal tracts in the usual situation. Under such con¬ 
ditions a direct paralysis is easily understood and accounted for. 

Complete hemiplegia, duo to destructive lesion of the Itohindic area, 
does not difier essentially from that caused by lesion of the correspond¬ 
ing part of the internal capsule. This statement, however, requires 
qualification in respect to the left hemisphere. In this case, in the vast 
majority of instances, the paralysis of the limbs and face is associated 
with aphasia—an association which at once distinguishes cortical from 
capsular right hemiplegia. 

Hemiplegia of the, ordinary kind, however, is not the most common 
form of cortical paralysis, for only rarely can the whole motor cortex 
be simultaneously destroyed by any pathological or traumatic lesion. 
Necrotic softening, from vascular occlusion of the middle cerebral artery, 
still leaves intact the upper part of the Bolandic area supplied by the 
anterior cerebral; and a simidtaneous blocking of these two channels, 
though conceivable, is practically an unknown occurrence. Hence in the 
completest form of cortical hemiplegia from vascular occlusion the lower 
extremity is comparatively little affected. More often complete hemi¬ 
plegia of cortical origin is a succession of monoplegias, due to extension 
of a lesion beginning^in some definite area; and we may diagnose the 
primary seafr of the lesion by a consideration of the movements which 
were first paralysed and the mode in which others were successively 
abolished. 
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Crural monoplegia .—If the paralysis is limited to the leg, or begins in 
it, the primary seat of the lesion is the paracentral lobule or upper 
extremity of the central convolutions adjoining the longitudinal fissure. 
In_ this form of monoplegia—crural monoplegia—of which there are 
now many cases on record, tiaumatic and otherwise, the lesion has been 
found in the region indicated. This region appears to be a favourite seat of 
circumscribed tuberculous disease. (On thi^ viAe case reported by Souques 
and Charcot (64); a similar one by Ballet; and another by myself (W)” 

The frequency of tuberculous disease in this region is attributed by 
Souques and Charcot to the relative richness of its circulation, as it derives 
blood fronn both the Sylvian and anterior cerebral arteries. This also i^ 
the region more particularly involved in birth palsy, or congenital spastic 
paraplegia due to traumatic meningeal haemorrhage (M'Nutt). Crural 
paralysis is very frequently associated with a greater or less degree 
of paralysis of the arm also, constituting the mixed type, brachio- 
crural mcnoplegia. In at least ten cases of crural monoplegia, which 
I have found on record, the lesion occupied the paracentral lobule, and 
the adjoining convex aspect of the hemisphere at the upper third of the 
Rolandic zone. And in many of the combined cases the progress of the 
disease from above doAvnwards was distinctly traced by the course of a 
paralysis beginning in the leg and gradually extending to the arm. 

Brachial monoplegia .—Paralysis limited to the upper extremity or to 
some of the movements of this limb, constituting brachial monoplegia, is 
of very common occurrence. The lesions, with some variation in their 
extent, have been found to implicate the middle two-fourths of the 
Rolandic area, and the evidence is in favour of the lower and posterior 
portion being especially related to the finer movements of the hand and 
wrist. It is necessary, however, in this connection to remember that a 
lesion primarily situated outside the motor area and gradually invading 
it, such as a tumour, is apt first of all to cause weakness of the wrist and 
fingers—an illustration of the general principle that the finer or more 
specialised movements are the first to give way before an invading or 
destroying lesion. 

Many of the cases of brachial monoplegia ou record have been the 
result of excision of a supposed focus of Jacksonian epilepsy; some of 
these cases will be referred to subsequently in connection with another 
problem (p. 299). 

Brachial monoplegia is frequently associated with paralysis of the face 
of the ordinary cerebral type, constituting the combined form, brachio- 
facud monoplegia; an association specially apt to occur from occlusion of 
the Sylvian artery, and as a rule associated with aphasia when the lesion 
is in the left hemisphere. This associated paralysis is owing to the im¬ 
plication of the facial with the brachial centres; and in at least twenty 
cases of this kind, which I have investigate^' the lesion was found 
to invade tHe lower half of the Bolandic zone. These' cases are so 
common that it is unnecessary to refer to them in detail. If paralysis of 
this form on the right side is not associated with aphasia the probability 
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ia the patient is left-handed; or that the lesion is not cortical, as in a 
case re^rted by Dieulafoy. 

FacAl Ttumoplegia .—Facial paralysis of the cerebral type—facial mono¬ 
plegia,—that is, parafysis limited to the lower facial region, uncomplicated 
with paralysis of the arm, is not a very common occurrence. Usually k is ^ 
associated with some affection of the tongue and muscles of articula¬ 
tion. One of the earliest cases of cortical facial paralysis on record has 
M^n reported by Hitzig. *ThiB was the case of a soldier who, after 
a bullet wound on the right side of the head, began to have spasm 
in the left side of the face and tongue, and to a slight extent also 
of the left hand. After death an abscess was found at the lower 
extremity of the right ascending frontal convolution, between the pre¬ 
central sulcus and the fissure of Rolando. In an interesting case of left 
facial spasm of the Jacksonian type, under my own care, operated uiion by 
Mr. Horsley, excision of the lower extremity of the right ascending frontal 
convolution caused weakness of the left side of the face and defective 
articulation. 

The lowermost extremity- of the ascending frontal convolution, 
and base of the third frontal, is the region in which stimulation causes 
movements of the tongue, of the muscles of articulation, and also of the 
larynx. Physiological experiments show that these centres have bilateral 
relations, stimulation causing movements of both sides. Hence it is 
that unikteral lesion causes only slight or almost imperceptible weakness 
on the one side. This fact explains also why the lesion which causes 
aphasia does not imply paralysis of articulation or phonation. 

It is not necessary, in this section, to discuss the pathology of aphasia 
further than to state that the aphasia here rofen-ed to is Broca’s or motor 
aphasia; that is, the inability to express ideas in articulate speech, while 
ideation in general, and the comprehension of speech spoken and written, 
remain unimpaiied. Usually the lesion causing aphasia is vascular 
obstruction of the left middle cerebral artery ; and it has been supposed 
by some that the greater frequency of aphasia with right than with left 
hemiplegia is due to the greater frequency of vascular occlusion in the left 
hemisphere, as compared with the right. I have elsewhere (23) shown 
that this surmise is completely disposed of by the reported cases of aphasia 
from traumatic lesions at the lower extremity of the Rolandic zone. ^ For 
references to such instances see Sidney Jones, Simon, Proust and Terillon, 
MacCormac, Macewen. 

As already stated, in cases of motor aphasia there is no paralysis of 
the muscles of articulation, but at most a slight weakness of the right 
angle of the mouth and slight deviation of the tongue to the right. 
If, however, the lesion is bilateral, not merely is there aphasia, but also 
paralysis of the muscles of the tongue and articulation. The best instance 
of this kind on record is a case reported by Barlow. A boy aged 10, 
the subject of aortic disease, of which he ultimately died, was seized 
with right hemiplegia (chiefly brachio-facial) and aphasia. From this 
ho recovered at the end of a month. Three months later he was 
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seized with left braohio-facial monoplegia. With this attack ^ere 
occurred aphasia also, together with paralysis of the movements^of the 
mouth and tongue. He was unable to show his teeth, or to protrude his 
tongue; and there appeared, in the words of Dr. Bhrlow, “ to be loss of 
vokintary motor power over the muscles concerned in deglutition a\id 
articulation; reflex deglutition, however, was unimpaired. Mastication 
was difficult but not entirely paralysed, and the patient was able to 
phonate. There was no affection of sensjftion in the paralysed p nrt i y 
either in the skin or mucous membranes, and the muscles reacted normally 
to the faradic current.” The condition lasted till death. After death a 
[)atch of softening was found in each hemisphere, occupying the lower 
end of the ascending frontal, and the hinder end of the„middle and in¬ 
ferior frontal convolutions (3). The condition existing in this case is in 
many respects like that met with in bulbar paralysis, though there are 
some essential points of difference which will bo discussed again, in connec¬ 
tion with a similar group of symptoms termed “ pseudo-bulbar ” paralysis, 
to distinguish it from that due to nuclear lesion of the medulla oblongata. 

As has been mentioned, stimulation of the lower extremity of the 
ascending frontal convolution causes phonatory movements of the 
vocal cords. The effect here is distinctly bilateral; it is not to be ex¬ 
pected, therefore, that unilateral lesion should cause any appreciable 
affection of the movements of the vocal cords. It seems somewhat 
strange, however, that in Barlow’s case phonation was still possible, not¬ 
withstanding the apparent total destruction of the region in which the 
laryngeal movements are centralised. If the centres in question were 
entirely destroyed, we must assume that, as in the case of the oculo-motor 
centres, compensation may be effected by the basal ganglia. Some cases 
have, however, been reported in which unilateral cortical lesion in the 
region indicated was associated with paralysis of the opposite vocal 
cord. In one of these, by Seguin, there was, appafcntly in connec¬ 
tion with lesion of the posterior part of the third frontal convolution 
on the right side, some affection of phonation; and in a^iother, by Garel 
and Dor, there was paralysis of the left vocal cord, apparently in con¬ 
nection with a lesion of the right hemisphere at the base of the third 
frontal convolution. The cases, however, were not verified by laryngo- 
scopic examination, nor was the possibility of a bulbar or peripheral nerve 
lesion disproved; and it is exceedingly improbable, in view of the facts 
of Barlow’s case, together with those of experimental physiology, that 
paralysis of the vocal cord can be produced by a unilateral cortical lesion. 
Moreover, Sir F. Semon has shown, by laryngoscopic examination of 
cases of right hemiplegia and aphasia within a few hours of the attack, 
that both vocal cords move in a perfectly normal manner. 

While, therefore, it is probable that the laryngeal centre is situated 
at the lower extremity of the ascending frontal convolution, there is no 
satisfactory evidence on record that complete paralysis of one or both 
cords has been caused by cortical lesion. 

The same may be said of the muscles of mastication. Movements of 
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the ^me muscles are also concerned in the act of articulation, and these 
are extited bilaterally by stimulation of the cortex. Paralysis of these 
muscles cannot, therefore, be expected from anything less than a bilateral 
lesion in correspondlhg parts. In Barlow’s case, however, though the 
mbvements of mastication were excessively feeble, they were not entirely 
paralysed. . 

Lepine, Langer, and Picot (quoted by Charcot and Pitres) have 
satserved trismus in connection with cortical lesions j but the pathology of 
this symptom, with its bearing on the position of the masticatory centre, 
has not been established. A case has been reported, by Hirt, in which 
masticatory paralysis was apparently due to cortical lesion; but the 
‘case was a con^plicated one, for, in addition to multiple cortical lesions, 
there was degeneration in the spinal cord also. 

We may feel assured that every movement under the control of the 
will is represented unilaterally or bilaterally in the Rolandic area; but 
the clinical evidence at present available does not enable us to indicate 
the centres of any others beyond those already discussed in the preceding 
pages. 

B. Affections of sensation .—Cortical paralysis due to destructive lesion 
of the Rolandic area is essentially a motor paralysis, and need not bo 
accompanied by loss of sensation, cutaneotis or so-called muscular. 

The patient whose limbs are entirely paralysed from cortical dis¬ 
ease may feel and localise the slightest touch, appreciate temperature, 
and correctly indicate every movement communicated to his paralysed 
limbs. Thus, in a case of aphasia and right hemiplegia under my care 
in the National Hospital for the Paralysed and Epileptic, the patient, 
whose right arm, a month after the onset, was still absolutely paralysed, 
felt and localised the slightest touch on the paralysed limb, and correctly 
indicated with the left hand every position passively communicated to 
the right. Aftewieath necrotic softening, duo to blocking of the Sylvian 
artery, was found in the Rolandic area of the left hemisphere. But 
though, as the above case proves, pai-alysis of cortical origin may occur 
without the slightest affection of sensation, it is undoubtedly true 
that affections of sensation of a greater or less extent are met with in 
connection with lesions apparently confined to the cortex of the Rolandic 
zone. And it is a question on which there is still considerable difference 
of opinion, whether sensation is not also represented, along with motion, 
in what is usually designated the motor area of the cortex. 

An analysis of 284 recorded cases of lesion of the Rolandic zone, 
which I made in 1890 (Croonian Lectures on Cerebral Localisation), 
showed that in 100 the state of the sensibility was not mentioned ; 
in 121 it was noted to be intact, and in many of these every variety of 
sensibility was expressly stated to have been carefully investigated. In 
63 some impairment of sensibility was noted; in 28 of these, however, 
the lesion yas not strictly confined to the Rolandic area,»but implicated 
the adjacent lobes, especially the pwirietal. Among the remaining 35 con¬ 
ditions existed, in the majority at any rate, which were calculated to 
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implicate centres or tracts demonstrably co^ected with the conveyaiTce or 
perception of sensory impressions. Smilw conclusions were amved at 
by Charcot in the work on which ho was engaged with M. litres just 
before his death, and are summarised in the Archil dinigues de Bordeawc. 
Sept. 1894. 

“ In our opinion the ansesthesise which sometimes accompany motor 
paralysis of cortical origin are most frequently functional, and are analo¬ 
gous to, if not identical with, hysterical anaesthesia. The discussion 
the reasons which appear to us to justify this opinion would take us far 
beyond the limits which we have set ourselves in this chapter. We con¬ 
tent ourselves, therefore, with stating that, from an examination of the 
facts of clinical pathology, the anaesthesiae which sometimes accompany 
paralysis of cortical origin are unessential and accidental phenomena, 
and do not depend directly on lesions of the Eolandic zone, and play'mo 
pathogenic part in the development of paralytic symptoms ” (p. 43). 

Nothnagel, writing in 1879 (51), arrived at the conclusion that “up 
to the present there is no case in which, wth a purely superficial or 
purely cortical lesion, persistent anaesthesia has been observed. In all 
cases the medullary substance has also been affected, and it is not improb¬ 
able that in such cases the sensory tracts of the internal capsule may 
have been injured directly or indirectly. For the diagnosis, therefore, of 
superficial lesions, disturbances of sensation have no importance ” 
(p. 473). 

It is maintained, on the other hand, by many writers—Petrina, 
Exner, Luciani and Sepilli, Starr (65), Dana (16), and others—that the 
facts of disease prove that the sensory centres coincide with the motor 
centres in the Kolandic zcae; by Horsley, Beevor, and others, that sensation 
is to some extent represented in the Kolandic zonewhile ^stian regards 
the Kolandic zone as the seat of kinsesthesis or so-called muscular sense. 

As the coincidence of the sensory with the motor centres in the 
Kolandic zone is an opinion which is largely entertained by clinical ob¬ 
servers, it appears necessary to consider somewhat in detail the facts on 
which it is b^ed. As has already been stated, there is no doubt that in 
many cases of lesion of the Kolandic zone, anaesthesia has been observed 
coinciding to a greater or less extent with the motor paralysis. The 
question, however, is whether the affection of sensation is a direct result 
of the cortical lesion, or only an indirect or dynamic influence on sensory 
structures anatomically distinct from the motor centres proper. In this 
relation tumours, and all such lesions as are known to cause indefinite 
indirect effects, are of no value as evidence, and may be summwily 
excluded. Since attention has been specially directed to this point, 
many cases of excision of portions of the motor cortex for the cure of 
focal or Jacksonian epilepsy have been put on record, and it is of import¬ 
ance to consider their bearing on the question. o 

In a case «by von Bergmann, of excision of a considerable portion 
of the hand centre in the left hemisphere, there was not the sUghtest 
affection of sensibility in any of its forms, muscular or otherwise. In a 
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case by Keen (40), after excision of the centre for the^ movements of the 
hand an,d wrist in the right hemisphere (as determined by &radic stimu¬ 
lation), the left hand was paralysed in all movements both of the fingers 
aqd wrist, and the forearm was paretic; while the shoulder and face were 
unaffected. On the following day in the left hand each finger was refiog-^ 
nised correctly, but*the two points of the aesthesiometer were recognised 
as only one even when sepatjited as much as the length of the finger or 
the entire breadth of the hand. The right hand, however, was but little 
better, as the two points were recognised as one at two-thirds of the 
length of the fingers apart, and about the same crosswise. 

In a second case, by the same author, of excision of a portion of the 
right motor coatex injured by a depressed fracture, the left fingers and 
wrist were paralysed. On the second day following the operation on the 
right fore and little finger, the two points of the sesthesiometer were 
appreciated as one at tV of an inch, while on the corresponding fingers 
on the left side only at of an inch. On the twelfth day there was 
still slight impairment of sensation in the middle of the forearm and third 
and fourth finger, but the position of the assthesiometor was clearly in¬ 
dicated. This condition as to sensibility was similar to that which 
existed before the operation. 

Lloyd and Deaver (41) report a case of excision of a portion of the 
hand centre of the right hemisphere, which caused paralysis of the flexors 
of the left wrist and fingers, and of the left half of the face. Three 
months after the operation, while there was still considerable paresis of 
the left hand, the patient was able to feel the slightest touch with the 
blunt points of an sesthesiometer, though localisation was somewhat 
imperfect. With weights varying from two fo twelve ounces, he was 
able to tell the heaviest, by cutaneous pressure, as well on the affected as 
on the sound side. He could not distinguish the form of objects on 
account of his inability to move his fingers. Sensation to pain and heat 
was perfect. 

In a case under my own care (27) excision of a traumatic cicatrix at 
the upper extremity of the left Rolandic area was followed by slight loss 
of tactile sensibility jon the dorsum of the two distal phalanges of the 
right hand, and slight inability to indicate correctly the position passively 
communicated to them. Elsewhere, and on the right foot which was 
equally paralysed, sensibility was normal. Ultimately the impairment of 
sensibility disappeared entirely, while the fingers remained feeble and 
rigid. In this case the lesion was such as was calculated actually to im¬ 
plicate a portion of the gyrus fornicatus (27). In the case of T. W. (27fl), 
after excision of a small tumour, which spread widely under the cOTtex, at 
the lower part of the ascending parietal convolution of the right hemisphere, 
there was observed on the fourth day total paralysis of the muscles of 
the left hand, together with tactile ansesthesia over the whole of the left 
side of tho body, and inability to tell the position in which his thumb, or 
fingers, or elbow were placed. Seven weeks afterwards he had entirely 
recovered the power of movement except in the hand j and he was not 
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always correct as to the position of the thumb or fingers on p^sive 
movements with the eyes shut. Ten days later, evidently from extension 
of the primary disease, the left limbs became paretic, tactile and painful; 
sensibility became lost in the left leg as high as^’the knee, and tactile 
^ sensation absent in .the thigh. Tactile and painful impressions were 
appreciated over the whole of the trunk, but taetile sensibility was 
absent in the left arm, and the sense of ^in defective. Tactile sensi¬ 
bility was also absent on the left side of the face, together writh soniw 
degree of analgesia. A case has been reported by Mills and Keen (48) 
of excision of the whole of the centre for the movements of the upper 
arm in the right hemisphere, the position of which was correctly 
determined by faradic stimulation. After the operation there was entire 
paralysis of the shoulder movements of the left arm, and weakness of the 
other movements of the limb. This paralysis increased so that on the 
tenth day there was total paralysis of the left arm and almost complete 
paralysis of the left leg. Slight improvement began to appear after this 
date, so that on the thirty-third day only some degree of weakness re¬ 
mained. In this case all forms of sensibility were accurately tested by 
Mills, with the result of shovring that, as regards the power of perceiving 
and localising tactile impressions, there was never the slightest defect. 
The muscles on the paralysed side were active to faradic stimulation, 
and the patient could recognise accurately the different positions in which 
her limbs were placed. 

In a case of focal epilepsy reported by Dr. Hale White, a portion of 
the cortex corresponding to the arm centre in the left ascending parietal 
convolution was deeply cut away, so as to expose the medullary fibres. 
This was followed by paralysis of the face, arm, and leg on the right 
side, together with aphasia. There was not the slight defect in the 
perception or localisation of tactile impressions. 

A similar case is recorded, by Kushton Parker and Crotch, of excision 
of a portion of the genu of the ascending frontal convolution of the 
right hemisphere. This was followed by temporary loss of power in the 
left hand, but without any impairment of sensibility. 

A case of excision of a portion of the cortex has also been reported 
by Bidwell and Sherrington. The portion removed was from the region 
stimulation of which caused movements of the foot and knee. This 
was followed neither by obvious impairment of motion nor of sensation. 

In a case under my own care (27), of excision of a tumour from the 
Bolandic zone of the right hemisphere, the left arm and leg were com¬ 
pletely paralysed and the left aide of the face partially so. Sensation 
was p^ticaUy normal over the whole of the left side, though sometimes 
the pamut referred a touch to the nearest joint above the part stimulated, 
lliis, however, was not always the case, as he sometimes indicated the 
part touched quite correctly. Muscular sense was good, and he was 
able to indicate* the position of his limbs when passively moved. Beevor 
and Ballance report a. case of removal of a tumour involving the 
upper part of the ascending parietal convolution, the anterior part of the 
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parietal lobule, and the adjacent marginal gyrus. Seven days later there 
was complete paralysis of the right arm, and a paretic condition of the 
right leg. The slightest touch was perceived on the right side, but not 
accurately localised. Within five months after the operation there was still 
paralysis of the toes and loss of dorsi-flexion of the ankle, but sensatien 
was everywhere perfect. 

Diller and Buchanan have reported a case of paresis of the right 
limbs and right side of the 5ace, duo to a subcortical cyst in the lower 
jjart of the left ascending frontal convolution. The patient could feel 
and accurately localise a touch on any part of the paretic side, and could 
discriminate weights accurately. After removal of the cyst there was 
some improvement in the paretic condition, and there was no affection of 
sensation. Excision of the facial centre in the right hemisphere in a 
case under my own care caused paralysis of the loft side of the face 
without any impairment of sensation. 

Albertini and Brigatti report a case of removal of a glioma the 
size of a hen’s egg from the middle of the right Kolandic zone, which 
caused paresis of the left side, and epileptiform spasms of the left arm 
and left angle of the mouth. Over a year after the operation there was 
paresis of the left side of the face, paresis of the arm, and complete 
paralysis of the hand and foot. The sensibility of the left side, which 
before the operation was normal, was diminished for all qualities of 
sensation. The muscular sense in the left arm was lost. 

Starr and M'Burney record a case of right hemiplegia and aphasia 
from a traumatic lesion of the left hemisphere. The right arm and 
leg were almost totally paralysed. The muscular sense test, it was 
said, could not be satisfactorily applied on account of the patient’s 
apathetic condition. On trephining, a clot of blood was removed 
which extended from the posterior third of the left frontal convolution 
over the ascending frontal into the fissure of Bolando. Kecovery took 
place, but the right hand remained paralysed, the fingers being flexed 
and rigid. In the hand there was marked diminution of tactile and 
painful sensibility, two points being felt as one at f>wo centimetres apart 
on the tips of the finger. The muscular and temperature senses were 
perfect. " 

Other similai' cases might be quoted, but it seems unnecessary to 
multiply instances as the lessons they teach are essentially the same. 
Analysis shows that there are some variations in the condition of 
sensation after cortical lesions of the Rolandic area. In the majority of 
pure cortical lesions there was not the slightest affection of sensibility in 
any of its forms from the first, though there was marked motor paralysis; 
while in some the slight affection of sensation which was at fimt observ¬ 
able ultimately disappeared. This was true of Beevor and Ballance’s 
case, where, notwiths^nding the permanent paralysis of the hand and 
foot, sensibility completely return^. In Starr’s case the •persistence of 
defective tactile and painful sensibility at the tips of the fingers may be 
ascribed to the rigid flexion of the fingers; and in others, such as 
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Albertini and Brigatti’a—as the lesions were of the nature of tumours 
extending deeply into the brain substance—there was at least the possi¬ 
bility of implication of the sensory tracts. 

It is evident from the facts above narrated that,<at any rate, relatively 
smAll portions of the convexity of the Bolandic zone may be jemoved 
* without causing the slightest impairment of tactile or cutaneous sensi¬ 
bility in any of its forms, though the lesion be sufficient to produce 
more or less extensive paralysis. It is ptrobable, therefore, that such 
affections of sensation as may occur from destruction of a larger area 
are of a merely dynamical character, if the lesion do not implicate 
the sensory tracts or centres. If there were any necessary relation 
between the sensory defect and the motor paralysis the two should 
coexist and be equally enduring, but this is not the case"; for the defect 
of sensibility, at first observable, gradually lessens and ultimately dis¬ 
appears. 

The order in which sensibility normally returns in cerebral hemi- 
ansesthesia explains the occasional apparent limitation of the sensory defect 
to the limb most paralysed. The affection of tactile and general sensibilit|r 
follows the same rule as the distribution of muscular paralysis; that is, 
it is most marked, and endures longest in the parts most volitional. Hence 
when cerebral hemiansesthesia is beginning it shows itself first in the fingers, 
and disappears last from this part. A certain degree of tactile defect may 
therefore be observed in the hand, when the face, trunk, and leg have 
entirdy recovered. The remnant, therefore, of a general hemiansesthesia, 
when associated with partial hemiplegia or brachial nfenoplegia, may 
bring about the coexistence of brachial monoplegia with brachial mono- 
ansBsthesia, apparently from the one cortical lesion; but in reality this 
effect is of complex causation. 

Most of those who hold that the motor and sensory centres coincide 
in the Bolandic area are obliged to admit that they are not coextensive, 
and to assume that the sensory centre of any given (xirt occupies relatively, 
a much larger area than its motor centre. Hence, for instance, in 
order to cause ansesthesia of the face, the lesion must be such as to cause 
also motor paralysis of the arm or leg or more; that is, that the sensory 
centre of the face embraces also the motor centres of the arm and leg. 
Such a hypothesis on the part of those who otherwise advocate a localisa¬ 
tion of function in the cerebral corteic appears to me rather absurd. 

That clinical and experimental lesions of the Bolandic area of con¬ 
siderable extent should temporarily cause some impairment of sensation 
on the paralysed side may be admitted without the necessity of assuming 
that the sensory centres are localised in the same region. 

The experiments of Schiff, Hunk, Tripier, Luciani and Seppili, Mott, 
and others may be accepted as proving that some impairment of sensa¬ 
tion may be caused by lesions apparently restricted to the motor zone; 
but that these ,^are only dynamical disturbances is, 1 think, shown by the 
results of certain experiments on monkeys which I have r^ently per¬ 
formed with my colleague Dr. Turner. 
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Iqw several* instances we destroyed the Bolandic area, wholly or 
partially, in such a way as to remove the cortex in the most thorough 
manner, both on the convexity of Jihe convolutions and in tlje depths 
of the sulci. This w^s followed in one case by total hemiplegia of 
the .opposite side, great impairment of tactile sensibility, and hemi- 
anopsy. The destruction of the Eolandic area did not extend jnto 
the facial centre, but "the anaesthesia affected the face equally with the 
parts that were paralysed. Insthe course of a few days, however, while 
the motor paralysis continued, the anaesthesia and hemianopsy gradually 
diiiunished, the last remnant of anaesthesia being the inability to localise 
correctly a small ivory clip exerting slight pressure on the skin of the 
fingers or toes. 

In another experiment, in which the upper third of the Rolandic area 
was entirely destroyed in the left hemisphere, the lesion extending down 
to the calloso-marginal fissure on the mesial aspect, there was almost 
total paralysis of the right leg, and to a considerable extent also of the 
right arm. Together with this motor paralysis there was loss of tactile 
sensibility, without analgesia, qver the whole of the right side—ear, face, 
arm, and leg. Within three days, however, this had almost entirely 
disappeared, so that the animal, blindfolded, was evidently aware of drops 
of water allowed to fall on its toes, as it put its hand at once on the spot. 

It is obvious from such facts that the sensory and motor centres are 
not coincident in the Rolandic areji, inasmuch as practically the whole of 
this area may be removed without permanent loss of sensatioh. It may, 
however, be said that the recovery in such case is due to bilateral associa¬ 
tion and the compensatory action of the centres of the sound side. This 
is the hypothesis which is advocated by Brissaiul. If this hypothesis 
were correct there should have been in Rirlow’s case (p. 296) bilateral 
anaesthesia of the face, inasmuch as both facial centres were destroyed. 
It was expressly stated, however, that sensibility was absolutely normal. 

In a case of double brachial monoplegia, recorded by Bourdon, the 
result of traumatic haemorrhagic extravasation and softening in the 
Rolandic area of both hemispheres, it was also expressly stated that 
sensation was unimpaired throughout. 

However, it has been stated, by Dr. Mott (49), that after bilateral 
extirpation of the leg areas in a monkey the sensibility of the feet was 
blunt twelve months after the operation. But if the sensory and motor 
centres of the legs coincide in the Rolandic area, sensibility should have 
been entirely extinguished in the legs, not merely blunted in the feet. 
Turner and I found, on the contraiy, that after bilateral extirpation of the 
leg area the animal gradually recovered sensation in the feet, which 
remained paralysed; so that within a month it could feel and localise the 
slightest tactile impression on either foot. 

The same arguments which are used to establish the localisation of 
the sensory centres in tSe Rolandic area might be employed jn favour of 
the ^ locah'satiAn of the visyal centre in the same region, inasmuch as 
in connection with a lesion anatomically restricted to the Rolandic area 
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hemianopsy may occur along with hemiansesthesia. AnH in a case of 
removal of the whole frontal lobe previously referred to (p. 276), this 
combination of symptoms resulted. We know, however, that total and 
permanent hemianopsy can be caused by lesion restricted to the occipito- 
sagular region, and, therefore, any representation of vision in the Rolandic 
are^ or frontal lobe may be absolutely excluded; for when the occipito- 
angular region is destroyed no trace of the visual faculty remains. 

Similarly—and inasmuch as it can be proved that sensation may 
be abolished by cortical lesions altogether outside the Rolandic area 
—we may argue that there is no representation of sensation in the motor 
cortex; and that such affections of sensation as may occur in connection 
with lesions of this region are either merely dynamical or are due to direct 
implication of the sensory tracts or centres proper. ^ 

In several instances, especially those of excision of a portion of the 
Rolandic area, it has been stated that in addition to some impairment 
of tactile sensibility there has been loss or impairment of the sense of 
position or movement; and facts like these have been relied on to prove 
that the Rolandic area is the seat of the muscular sense. On the other 
hand, cases have been adduced, by Nothnagel, Luciani and Seppilli, Selig- 
miiller and others, of loss of the muscular sense without motor ^ralysis, 
more especially in connection with lesions of the parietal lobe. Redlich, 
however, shows that the great majority of these have been of such a 
nature—namely, abscesses or tumours, and so forth—as to exercise an 
indirect effect upon other parts ; and the cases which ho himself mentions 
as having more the character of stationary lesions have all, as he states, 
been of an extensive character, involving sometimes the upper, some¬ 
times the lower parietal lobe, as well as the angular gyrus and the 
temporal convolutions or the occipital lobe; and in one case, at least, 
the loss of the muscular sense was complicated also by hemianopsy. 
In two of the cases the Rolandic zone was not affected. The same 
arguments, therefore, which are relied upon to prove" that the muscular 
sense is centralised in the Rolandic area are equally applicable to its 
localisation in the parietal lobe. It is, however, impossible that both of 
these contentions can be correct; the probability is that the loss of 
muscular sense in both instances is merely a coincident disturbance of the 
functions of sensory tracts and centres situated elsewhere than in the parts 
actually diseased. 

I have never myself met with a case of loss of the sense of position 
or movement from cerebral lesion in which it was not possible to 
demonstrate also some impairment of tactile sensibility; more particularly 
in its highest form, the sense of localisation. 

Redlich states that in 132 cases of hemiplegia, examined by him in 
the Vienna Hospital, he found 28 associated with more or less enduring 
impairment of the muscular and stereo-gnostic sense—that is, the faculty of 
distingitishing form; and he considers that this, together with hemianopsy, 
as has been shown by Sir William Gowers, occurs more often ift recent cases 
of cerebral hsemorrhage, and in all probability from indirect disturbance 
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of the sensory tracts. In all his case# there Vas some impairment of tactile 
sensibility also. The impairment of the muscular sense did not, however, 
run quite parallel to the impairment of tactile sensibility. As a rule the 
muscular sense was mt)re impaired than the mere perception of tact^e 
impressions; but as regards both the defect was more marked in the limb 
most paralysed, and more especially in the distal portions of this limb. His 
observations are in harmony w^^h what has previously been stated, namely, 
that impairment of tactile sensibility disappears last from the parts which 
are longest to recover from paralysis after an ordinary attack of hemi¬ 
plegia. In the great majority of instances in which there was impairment 
of muscular sense in the hand, tactile sensibility was also impaired over 
the whole of the* corresponding side, as may be assumed from the fact 
that it was generally impaired in the face. This also is in harmony with 
the fact, which I have observed, that the impairment of tactile sensibility' 
is often well marked in parts which are not paralysed as to motion. 

A case of apparent loss of the muscular sense, apart from tactile 
anaesthesia, in connection with lesion of the parietal Ipbe has been recently 
described by Starr and M'Cosh (67). After trephining for a emnio- 
cerebral injury of the upper part of the left ascending parietal convolution, 
a vaiicose mass of veins on the cortex was tied, and the subjacent tissue 
probed wjth a hypodermic needle. The result of this operation was an 
ataxic condition of the right arm, and inability to indicate the position 
jiassively communicated to it. The actual seat of the damage was un¬ 
certain, and the case is regarded by Goldscheider (30) as of no value in 
favour of localising the centre for the muscular sense in the parietal lobe. 
It can also be shown that lesions have repeatedly occurred in this region 
without any similar symptom having manifested itself. 

Some of the cases of loss of tactile and muscular sensibility, apparently 
in connection with cortical lesions of the Bolandic area, have been without 
doubt cases of hysterical hemianaesthesia. What appears to me an 
exemplary case of this kind, in favour of the localisation of the sensory 
centres in the parietal and motor cortex, has been adduced by Gowers (31). 
It is a case reported by Demange, in which there was extensive cortical 
softening over the whol^ h)! one hemisphere. Associated with this was 
general and special anaesthesia on the opposite side of the body of the 
usual hysterical type. A similar instance is mentioned by Nothnagel. 
This was the case of a young man aged twenty-eight, who became 
suddenly aphasic. At the same time he became completely anaesthetic 
on the right side, and to a large extent on the left. This condition, how¬ 
ever, las^ for a few days only, while the aphasia continued. A lesion 
was found in the left hemisphere invading Broca’s convolution and its 
neighbourhood (51). 

Sninmary. —(i.) Destructive lesions of the Bolandic area cause 
paralysis of voluntary nibtion on the opposite side, general or limited, 
according to tbs extent and locality of the lesion. The electrical reactions 
of the paralysed muscles are not affected, (ii.) When the whole motor 
cortex is involved the hemiplegia in all respects resembles that caused by 
' VOL. vn X 
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destruction of the motor division of t8e intemal capsule. (iiL) Frequently 
paralysis of cortical origin is dissociated, or consists in a succession of 
dissociated paralyses or monoplegias. Thus a monoplegia may become a 
hemiplegia by advance of the lesion from its primary seat, (iv.) Paralysis 
of voluntary motion of the leg alone, or of the arm and leg, or of certain 
movements of the arm, or of the arm and face, •or of the face alone, 
may be looked on as dependent upon ^esions of the cortex of the 
Rolandic zone or of the subjacent medullary fibres, (v.) Hemiplegia 
from cortical lesion of the left hemisphere is almost invariably associated 
with aphasia, (vi.) Crural monoplegia, or this combined with a greater 
or less degree of paralysis also of the arm, indicates lesion at the upper 
extremity of the central convolutions. (vii.) Brachial monople^ 
indicates lesion of the middle two-fourths of the Rolandic area, (viii) 
Brachio-facial monoplegia indicates lesion of the lower third of the 
Rolandic area, (ix.) Facial monoplegia (or this combined with aphasia, 
if the lesion is in the left hemisphere) indicates lesion of the lower 
extremity of the Rolandic zone posterior to the third frontaL (x.) While 
it is proteble that the centres of movement of the vocal cords, and of the 
muscles of mastication, are also situated at the lower extremity of the 
Rolandic area, there is as yet no case on record in which these muscles 
have been paralysed by cortical lesions, unilateral or bilateral, (xi.) 
Paralysis of cortical origin may be, and frequently is, entirely independent 
of impairment of cutaneous or muscular sensibility; and this is the true 
uncomplicated type of this form of paralysis. Not infrequently, however, 
and especially in connection with lesions of an extensive and sudden 
character, or of such ^a nature as to produce dynamical disturbance of 
the sensory tracts and centres, it is associated for a time with impairment 
of sensibility in the paralysed limbs. This rarely extends to the sense 
of pain or temperature, and is mostly confined to tactile sensibility, and 
the sense of position and movement. These disturbances are, however, 
essentially fugacious; and, although at first general, they tend to become 
restricted to the distal extremities of the paralysed limbs, and ultimately 
to disappear, even though the motor paralysis remains, (xii.) When the 
motor cortex is destroyed, secondary sclerosis jensues in the pyramidal 
tracts, and contracture in the paralysed limbs. 
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Lesions of the falciform lobe. —The facts related in connection 
with lesions of the Rolandic zone, as well as of the parietal lobe, show 
that neither of the^ regions can be regarded as the true centre of tactile 
and muscular sensibility. It is certain that the paths of motor impulse 
and sensory transmission are distinct from each other in the peripheral 
nerves, spinal cord, crus cerebri, and internal capsule. 

The question is whether the tracts, which have remained separate so 
far, become fused togetBbr in the cortex; or whether they are distributed 
in definite regions, like those of the special senses ? 

There is, as yet, comparatively little clinical evidence in favour of the 
existence of a definite cortical region, lesion of which causes loss of 
tactile and general sensibility, apart from motor paralysis or other forms 
of sensory impairment. 

Many years ago I showed that destructive lesions of the hippocampal 
region, or inferior division of the falciform lobe, caused impairment or 
abolition of tactile and general sensibility, together with a condition of 
the limbs which indica^ loss of the sense of movement without motor 
paralysia These experiments were supplemented by thosik of Horsley 
and Schafer, on the gyrus fomicatus (10), who concluded from their 
experiments that “ any extensive lesion of the gyrus fomicatus is followed 
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by hemiansesthesia, more or less marked and persistent. In some cases 
the ansesthetic condition has involved almost the whole of the opposite 
side of the body; in others it has been localised to either the upper or 
lower limb, and to particular parts of the trunk; but we have not yet 
sficceeded in establishing a relationship between special regions of the 
body and the parts of the convolution which have bpen destroyed. More¬ 
over, the aneesthesia was frequently very pronounced and general during 
the first three or four days after the oj^ration, and, indeed, in several 
instances took the form of complete insensibility to both tactile and 
painful impressions, so that even a sharp prick or the contact of a hot 
iron would produce no indication of sensation, but after that time this 
general condition would become gradually in great part recovered from 
or more localised in definite regions. In all cases, however, in which the 
diminution of sensibility was well marked during the first few days, it 
persisted, although with lessened intensity, for many weeks in those 
instances in which the animals had been preserved for so long. In other 
cases in which, apparently, the lesion was slight, the diminution of 
sensibility, though at first well marked, subsequently disappeared entirely. 
However, persistent loss of all forms of cutaneous sensibility has never 
been caused by destructive lesions of the falciform lobe; no doubt 
because it has been impossible to destroy both limbs of the falciform lobe 
completely in any one animal.” 

My recent investigations on this subject, in conjunction with Di*. 
Turner, have been entirely in harmony with those above mentioned. 

The anaesthesia caused by lesions of the falciform lobe is of a much 
more profound character than that which may be temporarily produced 
by extensive lesions of the motor area; and this without implication of 
the motor centres or evidence of motor paralysis. An appearance of 
motor paralysis is induced, evidently due to the loss of the sense of 
position and of movement; and the animal tends to^slip or fall over on 
its anaesthetic side: but in climbing the lattice-work of the cage it freely 
uses the anaesthetic limbs, though the grip both of the hand and foot 
fails when attention is withdrawn from them. 

We have also found, as did Hoi-sley and Schiifer, that the anaesthesia 
was occasionally much more marked in one limb'‘than in the other; and, 
in particular, we have found that lesion of the gyrus fornicatus, at the 
ix)int where it passes into the precuneus, caused loss of sensation 
specially in the opposite leg, which endured long after it Imd entirely 
disappeared from the face and upper limb. 

These experiments show that temporary total abolition and long- 
continued profound impairment of tactile and muscular sensibility may 
be experimentally induced by cortical lesions of the falciform lobe without 
motor paralysis, and without impairment of any of the forms of special 
sensibility. I have myself no doubt that it is to jjnplication of this centre, 
or of its connections with the posterior tracts of the internal capsule, that 
the sensory impairment is due which has been observed in association with 
lesions apparently restricted to the motor zone or parietal lobe. 
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There are, however, very few cases on record of lesions restricted to 
the falciform lobe, as this part of the brain seems less liable to injury or 
disease than the conveyty. 

Nor should we, from the facts of experiment, be led to expect any 
noteworthy defect of cutaneous sensibility except in connection with 
lesions of a considerable extent in this lobe. Among the cases that have 
been reported of lesion of the gyrus fornicatus the following are worthy 
of mention:— 

Dr. Savill has recoided a case of almost complete loss of sensation on 
the left side, and partial loss on the right, without any apparent loss of 
pQwer in the arm or leg. The patient recovered from this attack, and 
again two years iJlterwas readmitted with piralysis of the arm and leg. 
After death an old hemorrhagic cyst was found lying underneath the 
gyrus fornicatus and part of the marginal convolution and anterior half 
of the quadrate lobule, which passed sis far inwards as the roof of the 
right lateral ventricle. The brain was other^vise healthy. 

Dr. Churton has reported a case of anesthesia of the loft fewt, without 
motor paralysis, and without any local vascular or other lesion in this 
limb, in which, after death, there was found a clot the size of a small 
walnut in the right calloso-marginal fissure, with erosion and discoloration 
of the subjacent gyrus fornicatus, but without any affection of the supra- 
jacent marginal convolution. 

In addition to these instances, in which the lesion was of a stationary 
character, some cases of tumour may be mentioned. 

Dr. Handford has recorded a case of tumour occupying the greater 
part of the left paracentral lobule, with bulging qf the gyms fornicatus, 
which caused almost complete jiaralysis of the left leg, and eventually 
some weakness in the arm and side of the face also. Cutaneous sensation, 
tactile, and painful, and thermal, was gi’eatly impiired over the whole of 
the left side. The flnpairment of sensation in this case was much greater 
than that which occurs from tumours in the Rolandic area. 

A similar case has been reported by Ackerman. This was a case 
of tumour on the mesial surface of the left hemisphere, involving the 
greater part of the gyru» fornicatus and quadrate lobule. The brain w'as 
slightly softened immediately round the tumour, but both the convexity 
and base of the brain, as well as the centrum ovale and basal ganglia, wei'e 
quite normal. The symptoms in this case were weakness of the right 
log, followed by a similar condition of the arm, together with general 
hypersesthesia. Under observation the patient fell into complete 
hemiplegia and analgesia, with conjugate deviation of the head and eyes 
to the left. 

Muratoff reports a case of tumour in the mesial aspect of the left 
hemisphere, which largely destroyed the gyrus fornicatus, and was ad¬ 
herent .to the corpus c^osum. Above, it was limited by,the calloso- 
marginal sulcift, and the paracentral lobule was intact. In this case there 
was some degree of weakness and awkwardness of the limbs on the right 
side, and touch and pain were abolished. At a later date it was noted 
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that tactile seasibilitj was normal, but the sense of pain diminished. 
The author is of opinion that the affection of sensibility observed in this 
case was not the direct result of the focal lesiop, but probably due to 
interruption of the associating fibres, and compression of the paracentral 
lobule. 

But though it is necessary to be cautious iri drawing conclusions 
from cases of tumour, the three above mentioned exhibit a remarkable 
agreement as regards the affection of sensation on the opposite side of the 
body when lesions of this character invade the falciform lobe. Taken 
with the symptoms observed in the two cases of stationary lesion, they 
lend at least considerable support to the experimental results obtained by 
Horsley, Schafer, and myself. ^ 

That the motor centres of the Rolandic area are in intimate organic 
and functional relation with the sensory centres there can be no 
doubt, and they probably form a couple connected by associating fibres. 
Dr. Beevor shows that the falciform lobe is connected with the motor 
cortex by means of the fibres of the cingulum (2). It is probable that 
these fibres form the nexus between the Rolandic zone and the falciform 
lobe, and that it is through these, or similar connections, that irritative 
lesions of the motor zone are apt to excite eccentric sensations in the 
limbs, and that destructive lesions may produce temporary anaesthesia by 
causing dynamical disturbance of the centres of the falciform lobe. 

According to the observations of Flechsig (8), with which those of 
Turner and myself coincide, the falciform lobe is the terminus of a system 
of cortici-petal fibres (System II.) which ascend from the optic thalamus, 
and are probably the ^rect continuation of the short longitudinal fibre- 
system of the tegment. We are of opinion, from the results of our 
experiments, that in these lie the true sensory paths. Though the fibres 
of the mesial fillet ascend to the Rolandic as well as to other cortical 
regions, there is no satisfactory evidence that they are concerned with 
the transmission of any of the forms of conscious sensation. The mesial 
fillet may bo entirely degenerated without loss or impairment of cutaneous 
sensation (6). 
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Lesions, of the PARlin^AL lobe. —^The parietal lobe includes the 
superior and inferior parietal lobules, the latter formed by the angular 
gyrus and supramarginal lobule. The superior parietal lobule, or upper 
extremity of the ascending parietal or post-central convolution, has 
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already been considered as belonging to the £olandic area, and will, 
therefore, not be specially considered further. 

Lesions of the parietal lobe are frequently associated both with lesions 
of the Bolandic area hnd of the occipital lobe. Occasionally, however, 
the inferior parietal lobule is affected alone; and the question is then , 
whether there are any symptoms specially related to lesions in this 
region capable of being accurately diagnosed. The corresponding region 
in the brain of the monkey constitutes the pli courbe, or angular gyrus, 
in which we distinguish an anterior and posterior limb. The anterior 
limb in man at its lower extremity forms a supiamarginal gyrus. 

There has been much difference of opinion in respect to the physiology 
of this region. J have found that electrical irritation in the monkey gives 
rise to very definite and constant effects; namely, to conjugate deviation 
of the eyes, and occasionally of the head, to the opposite side, with a direc¬ 
tion upwards or downwards, according as the anterior or posterior limb is 
irritated. These results were also obtained by Luciani and Tamburini; but 
Schafer appears to have observed them only on irritation of the posterior 
limb. Similar movements of the eyes to the opposite side, and with an 
upward or downward direction, are also excited by stimulation of various 
parts of the occipital lobe. 

My hypothesis is, that these movements are the expression of sub¬ 
jective visual sensation; and that the regions from which they can be 
obtained by electrical stimulation are therefoi-e related to the sense of 
vision. 

My early experiments, as well as those subsequently made in con¬ 
junction with Professor Yeo, and more recently \vith Dr. Turner, have 
shown that, in the monkey, destruction of the angular gyrus causes total 
loss of vision of temporary duration in the opposite eye; whereas bilateral 
destruction causes temporary total blindness, which gives place to a peculiar 
impairment of visi(»n of an enduring character; this I have interpreted as 
being more particularly due to loss of central vision. The experiments of 
Munk and l&hafer also show that monkeys after this bilateral lesion exhibit 
a want of precision in seizing small objects, though these authors interpret 
the symptoms differently from myself. On one point, however, our ex¬ 
periments are in harmony, namely, that destruction of the angular gyri does 
not give rise to motor paralysis either of the limbs or the ocular muscles. 
In particular there is no ptosis ; and on this subject we may here consider 
the views advanced by Landouzy (12), Grasset (9), and Wernicke. 

These observers are of opinion that clinical facts indicate that the 
pli courbe, or angular gyrus, is the cortical centre for the levator palpe- 
brse superioris, as well as for the conjugate movements of the eyes to the 
opposite side j and they adduce cases of unilateral ptosis, and conjugate 
deviation of the eyes to the side of lesion, in which the angular gyrus 
has been found to be tbe seat of lesion. 

Thus CbS'Uffard has recorded a case of word - blindness and deaf¬ 
ness due to lesion of the left angular and supramarginal gyrus in which 
there was some degree of ptosis of the right eye. 
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Lemoine has reported a case of slight paresis of the left limb, 
with ptosis and slight external strabismus of the right eye. The patient 
died some years after of apoplexy and left hemiplegia. In addition to 
the lesions which caused the left hemiplegia there was in the left 
hSmisphero an old lesion exactly occupying the angtdar gyrus, and 
extending towards the parallel and intra-parietal fissures. There was 
said to have been no alteration in the ^ns, medulla, or oculo-motor 
nerves. 

Surmont has reported a case of ptosis of the left eye, and rotation 
of the head to the right, without paralysis of the limbs. In the right 
hemisphere there was found a yellow softening occupying the upper half 
of the posterior third of the first temporal convolution and the lower half of 
the inferior parietal lobule, extending slightly into the ascending parietal 
convolution. 

Grasset (8) has reported a case of ptosis of the left eyelid, in which after 
death was found a patch of exudation, with intense congestion of the 
cortical substance, at the upper extremity of the parallel fissure in the 
immediate neighbourhood of the right angular gyrus. There were, 
however, in this case, as Charcot and Pitres remark, signs of diffuse 
meningitis on the convexity of both hemispheres. 

In a case of conjugate deviation of the eyes to the right, reported by 
Wernicke, in addition to lesion of the medullary fibres of the inferior 
parietal lobule in the right hemisphere, there was a lesion also in the 
right half of the pons. 

In the great majority of the cases in which conjugate deviation of the 
eyes has been observed, there has also been hemiplegia; and the lesions, 
if they involved the itiferior parietal lobule, invaded the motor region 
also; while in some cases there was no lesion whatever in the angular 
gyrus or in its neighboiu-hood. 

On the other hand, a large number of cases are on record in which, 
notwithstanding extensive lesions of the angular gyrus, no ptosis was 
observed. 

Surmont has found only 11 cases of blepharoptosis, against 50 in 
which this symptom did not occur. 

In a collection of strictly cortical lesions implicating the angular 
gyrus (analysed for me by Dr. Ewens), in 30, in which the angular gyrus 
was affected along with the Bolandic zone, there was no ptosis or con¬ 
jugate deviation of the eyes; in 16 cases of lesion of the parietal lobe, in 
6 of which the angular gyrus was alone affected, ptosis occurred only in 
2; while in 13 cases of lesion of the parieto-temporal region, in 10 of which 
the angular and upper temporal gyri were affected, only one showed con¬ 
jugate deviation of the eyes. It is obvious, from this analysis, that neither 
ptosis nor conjugate deviation of the eyes is a common symptom in con¬ 
nection with lesions of the inferior parietal lolule; and that clinical 
facts do not justify the assumption of any causal connection between them. 

The facts of experiment, however, would lead us to expect that 
uritation of the inferior parietal lobule might cause conjugate deviation 
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of the eyes to the opposite side. And a case in confirmation of this 
h 3 rpothesiB has been recorded by Thompson. This was a case of fracture 
of the skull in the left parietal region — cured by trephining — in 
which there was markbd conjugate deviation of the eyes to the right. 
On the other hand, a similar symptom was produced by a patch 0f 
tuberculous meningitis over the upper part of the middle frontal con¬ 
volution, in a case reported by Chouppe. 

Wernicke’s hypothesis thaf double lesion of the angular gyrus causes 
a pseudo-nuclear ophthalmoplegia is supported neither by experimental 
physiology nor by clinical evidence of any value. 

The only constant symptom which has been est;iblishe<l in connection 
T^th lesion of ttie inferior parietal lobule is the occurrence of word- 
blindness when the lesion is in the angular gyrus of the loft hemi¬ 
sphere. This may, or may not, bo associated with right homianopsy. 
Many instances of this afiection are on record. One of unusmil interest 
has been reported by Macewen. This was a ease of traumatic lesion of the 
left angular and supramarginal gyrus causing word-blindness and mentJil 
disturbance, but no other symptoms. The pitient recovered after 
trephining. In a case recorded by Henschen (10), softening of the loft 
angular gyrus was associated with word-blindness. A similar condition 
existed in ChaufFard’s case together with slight ptosis of the right eyelid. 
A large number of similar instances might be quoted (vide. Starr, 18), all 
bearing out the fact that lesions of the angular gyrus and its neighbour- 
hoo<l in the left hemisphere cause, often without any paralytic symptoms 
whatever, the special form of sensory aphasia called word-blindness. 
The pathology of word-blindness and its relation to lesion of the angular 
gyrus is chiefly a matter of speculation. My owd view, founded on the 
effects of unilateral and bilateral lesion of this gyrus in monkeys, is 
that each angular gyrus is in relation with the whole visual field of both 
sides, but especially with the opposite. Sir William Gowers also is of 
opinion that in front of the oecipittil lobe—the half vision centre—there 
is a higher visual centre in which the half fields are combined, and the 
whole of the opposite visual field is represented. 

The bilateral relations of each angular gyrus are sufficient to explain 
the absence of any noteworthy affection of vision when the lesion is only 
on one side. And the fact that visual ideation, more particularly in 
reference to the association of written symbols with their meaning—that is, 
word-vision—^is specially impaired by lesion of the left angular gyrus, 
seems to show that visual re-presentation is in this respect like auditory 
re-presentation (see word-deafness, p. 319); and. that lesion of the area of 
highest vision may paralyse visual re-presentation, while the simpler 
function of visual sensation or presentation, like that of audition, may not 
be appreciably affected. 

There is comparatively little clinical evidence in favour of the 
occurrence o^ crossed amblyopia from unilateral cortical lesion. But Dr. 
Sharkey has recorded a case of this kind in which the angular gyrus 
of the opposite hemisphere was for the most part atrophied. And cases 
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of crossed amblyopia from unilateral organic cerebral lesion have alst 
been recorded by Fdr4, Gowers, and myself (6). _ The facta of hysterical 
hemianmsthesia, in which vision is lost, or impaired, in the eye on the 
ansBsthetic side, also postulate the existence in the'bppiMite hemisphere of 
a^centre related to the whole visual field of the opposite side, as well as 
to some extent on the same side. r 

Dr. Hughes Bennett has shown that irritative lesions of the angular 
gyrus give rise occasionally to optical illusions or flashes of light followed 
by temporary amblyopia. 

Bilateral destruction of the angular gyrus, which alone, according to 
my experimental results, should cause permanent loss or profound im¬ 
pairment of vision, is a rare occurrence. I know of .only one case on 
record — Shaw’s case — and the lesion (atrophic softening) invaded 
not only the angular gyri, but also the superior temporal convolutions on 
both sides. The patient, who sufiFered also from mental aberration, was 
totally blind as well as deaf. 

Not infrequently, where the lesion of the angular gyrus and adjacent 
portions of the temporo-sphenoidal and occipital lobes has been of the 
nature of tumour, or has invaded also the medullary substance, there has 
been observed, in addition to word-blindness, hemianopsy, or hemianopsy 
associated with a greater or less degree of impairment of tactile and 
muscular sensibility of the opposite side. Many cases of this kind might 
be cited (Henschen, 11). In all of them no doubt the optic radiations, 
together with the posterior part of the internal capsule, were involved to 
a greater or less extent; for an equal number of cases might be quoted in 
which similar lesions, not implicating the optic radiations or internal 
capsule, did not cause hemianopsy, or any apparent affection of sensation. 

Summary .—Lesions of the inferior parietal lobule are diverse in 
their symptomatology. They may be entirely latent, or associated with 
ptosis, hemianopsy, or impairment of cutaneous and ^muscular sensibility 
of the opposite side. 

They can only be diagnosed with certainty when situated in the left 
hemisphere, in which case the pathognomonic symptom is the form of 
sensory aphasia termed “ word-blindness,” or inability to comprehend the 
meaning of written language. 
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Lesions of the occipital lobe. — As I have already stated, 
electrical irritation of the cortex of the occipital lobe in monkeys gives 
rise to movements of the eyes, similar to those which I first described on 
irritation of the angular gyrus. Professor Schafer obtained upward 
movements on stimulation of the under surface of the occipital lobe and 
lower part of the mesial surface, but simply lateral movements of 
the eyes on excitation of the convex aspect of the occipital lobe and 
margin of the longitudinal fissure. These results have been considered 
by Schafer as indicating a special relation of the different portions of the 
visual field to respective regions of the occipital cortex. Whether this 
be so in reality has not been proved; and the results of destructive 
lesions show that the relation, if it exist at all, cannot be regarded as an 
exclusive one, inasmuch as the greater portion of both occipital lobes 
may be removed without causing more than transient visual disturb¬ 
ances, and without producing permanent blindness in any part of the 
visual field. Unless the lesions are such as to impliciite the parieto¬ 
occipital fissure, and thus in all probability to cut off the whole of the optic 
radiations, monkeys at least continue to see j and Schafer’s experiments 
show that in order to cause complete loss of vision, not only must the 
occipital lobes, as such, be cut off, Wt the lesion must extend well forward 
into the occipito-temporal convolutions. I have shown (2) that a trans¬ 
verse incision a few millimetres in depth on the under surface of the 
occipital region, anterior to the lower extremity of the parieto-occipital 
fissure, without the infliction of any injury upon the angular gyrus or 
occipital lobe, can cause persistent hemianopsy; and my view is that 
by removal of th8 occipital lobe in this plane the whole of the optic 
r^iations are severed. The exact destination of the optic radiations 
is a problem which has boon much discussed, but that they distribute 
themselves in the occipito - parietal region of the brain there can be 
no doubt; for when, not the occipital lobe only is destroyed, but 
also the cortex of the angular gyrus, complete and persistent hemi¬ 
anopsy ensues if the lesion is unilateral, and total blindness if the 
lesion is bilateral. Practically the same result is obtained by section in 
the plane of the parieto-occipital fissure, by which the whole of the 
optic radiations are severed. In harmony with the fact that in monkeys 
a large proportion of the occipital lobe may be destroyed without pro¬ 
ducing obvious disturbance of vision, we find many clinical cases in which 
the occipital lobe has been the seat of lesion, unilateral and bilateral, 
without any impairment of vision. Lesions of the occipital lobe may 
be, in facl^ entirely fhtent. Such lesions have been found on the 
superior, lateral, and inferior aspect, as well as at thd apex of the 
occipital lobe, or even of the mesial aspect or cuneus. Thus Sir William 
Gtewers has reported a case of tumour of the right occipital region 
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involving the first and second occipital convolutions, the superior and 
inferior parietal lobules, together with the cuneus and half of the 
precuneus, in which careful investigation failed to discover any indications 
of hemianopsy. Brill has reported a case of thrombotic softening of the 
nfhsial aspect of the left occipital lobe, including the cortex bordering 
on the calcarine fissure, the upper edge of the lingual gyrus, and the 
lower half of the cuneus, in which there \^as no absolute defect in the 
visual field, though the patient had diplopia and was colour-blind as 
regards green. 

In the majority of cases in which hemianopsy has been found in 
association with lesions of the occipital lobe, the lesion has either been of 
the nature of a tumour, cyst, or abscess, or, if invading the cortex, has 
also extended into the optic radiations. In many the lesions have been 
multiple and not confined to the occipital region; and in the great 
majority also, in addition to hemianopsy, there has been hemiplegia, 
hemianesthesia, aphasia, or other symptom of implication of the internal 
capsule or cortical centres beyond. 

The clinical facts, however, seem to show that, so far as lesions 
apparently cortical are concerned, hemianopsy is most frequently associated 
with those affecting the mesial aspect of the occipital lobe. 

Seguin, Nothnagel, and others place the visual centre more especially 
in the cuneus and its neighbourhood; Henschen and Yialet restrict 
it to the calcarine fissure; while Wilbrand regards the apex of the 
occipital lobe as the part exclusively related to vision. If a complete 
homology exists between the occipital lobe of the monkey and man, 
one may argue that each of these views is too exclusive. But, apart 
from this, it is a question how far an examination of the recorded cases 
justifies the restriction of the visual centre to one particular portion of 
the occipital lobe. 

Most of the apparently cortical lesions of the mesial aspect have been 
cases of thrombotic occlusion of the posterior cerebral artery, which 
supplies not the cortex only, but also the subjacent optic radiations, 
separated from the mesial wall only by the posterior cornu of the lateral 
ventricle, which, therefore, may easily suffer at ,the same time as the 
cortex. 

Examination of 23 cases which have been quoted by Henschen 
(op. cit. p. 319) as purely cortical lesions of the mesial aspect^ reveals the 
fact that in at least 6 of them (namely, those of Sanger, Curschmann, 
Huguenin, Henschen’s case 21, Beinhardt’s case 9, and Wilbrand) 
the optic radiations were also involved; in those of Leegard, F6r6, and 
Noyes there was no investigation into the condition of the optic 
radiations; while in 14 there was, in addition to hemianopsy, also 
some degree of hemiplegia, or hemiplegia with hemiansesthesia. 

Of three cases of hemianopsy, reported by ViaRt, attributed to purely 
cortical lesioii! the first was one of softening occupying principally the 
internal perpendicular fissure, but extending also into the calcarine fissure. 
At the same time the cortex of the cuneus was atrophied in its anterior 
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' fourth. The lesiou, however, was not strictly cortical, but penetrated to 
the depth of a few millimetres into the zone of the optic radiations. The 
second case was one of right hemianopsy associated with a lesion which 
had destroyed the cuneus, extended to the lips of the calcarine fissure, 
and slightly affected the white substance of the lingual lobule. T^e 
internal capsule was stated to have been intact, and yet in this case thci'e 
was, at the beginning of the illness, turning of the head to the loft 
and rigidity of the right limbs; and marked defect in the sense of 
position of the right arm persisted. In the third case there was 
right hemianopsy together with word-blindness. The lesion in this 
case was recent softening of the whole of the inferior jiarietal lobule and 
pii courbe, together with the plaques javnes occupying the lingual lobule, 
the fusiform lobe* the cuneus and the apex of the occipital lobe, as well 
as the splenium of the corpus callosum. The optic radiations were, how¬ 
ever, also found softened in this case, though this was attribirtcd to recent 
lesion. 

It is evident from this analysis that in the gi-eat majority of the 
so-called cortical lesions of the mesial aspect of the occipital lobe the 
lesion extended more deeply than was apparent on the surfiice; and even 
when the optic radiations were not demonstrably affected, they were in 
all probability directly implicated along with the internal capsule, as 
otherwise it would be impossible to explain the hemiplegia and 
hemianeesthesia with which the hemianopsy was so often associated. 

The only case, in fact, in which all complications seem to have been 
excluded is the case of Nordensen-Henschen, in which left hemianopsy 
was associated with cortical softening of the right calcarine and upper 
part of the hippocampal fissure. Microscopical examination revealed 
degeneration, but apparently no primary softening of the optic radiations. 
If we assume that the degeneration of the optic radiations was merely 
secondary to the cortical lesion, this case might bo regarded as a proof 
that in man the cortex of the calcarine fissure is pre-eminently the visual 
centre. But in my opinion it is not to bo so regarded without further 
investigation and confirmation. For there can be no doubt from the 
researches of Vialet and von Monakow, as well as those of Turner and 
myself, that the optifc radiations have a much more extensive dis¬ 
tribution than the walls of the calcarine fissure. A considerable propor¬ 
tion, the middle stratum, pass to the calcarine fissure; but an inferior 
layer can be traced to the lingual and fusiform lobules, and a superior 
layer to the angular gyrus and convex aspect of the occipital lobe. The 
visual area must embrace, therefore, not merely the calcarine fissure, but 
the whole of the occipito-angular region (10). Whether there be any 
specific differentiation of function corresponding to the tripartite distribu¬ 
tion of the optic radiations is a question on which little can be definitely 
stated. , 

An examination of the clinical facts supports the that the 

macula lutea* is innervated from both cerebral hemispheres. The divid¬ 
ing line between the sensitive and blind halves of the retina in homonymous 
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hemianopsy of cerebral origin probably never passes through the fixation 
point. Bound this there is always an area of ^eater or less extent of 
clear central vision. I have only once seen the dividing line pass through 
the fixation point, and this was in a case of hemianopsy from lesion of the 
optic tract itself. It is frequently stated, however, in cases of cerebral 
.hemianopsy that the dividing line had passed through the fixation point ; 
but such statements are to be accepted with great caution, as mistakes 
in perimetric investigations are easily madtf'. 

I have adduced some evidence in favour of the view that the macula 
lutea is bilaterally represented in the angular gyrus. Henschen, however, 
is of opinion that the macula is represented in the anterior portion of the 
calcarine fissure. But the only evidence which he adduces in favour of 
his hypothesis is the fact that central vision continued 'good in a case in 
which the whole of the right occipital lobe and the apex of the left were 
destroyed—indicating, therefore, that the macula was not innervated from 
the posterior extremity of the calcarine fissure. 

Occasionally, instead of complete blindness of one-half of the visual 
field, sector or quadrant-Uke defects are foimd in the upper or lower 
half; and it has been argued by Munk and Seh^er, on the basis of their 
experimental researches, that the different parts of the retina are projected 
on corresponding portions of the visual cortex. The evidence of experi¬ 
mental lesions on this point is, however, far from satisfactory, and the 
clinical evidence is no more so. Henschen, however, believes that it 
points to the conclusion that the upper lip of the calcarine fissure repre¬ 
sents the dorsal retinal quadrant, and the lower lip the ventral quadrant. 
This is opposed to the conclusions of Munk, from which also those of 
Schafer materially differ. Further investigation is therefore necessary 
before we can regard any of these points as definitely determined. 

The same may be said with reference to the hypothesis advanced by 
some observers that there is a cortical centre for coloj^r as distinct from 
light-perception. In some cases there has been observed a homonymous 
hemichromatopsy, while the perception of light and form was not 
obviously, or correspondingly, impaired. But Mackay has furnished 
strong grounds for regarding such cases as merely varying degrees of 
essentially one affection; for careful investigatidh has always revealed 
not loss of colour perception only, but also distinct impairment of light 
and form perception ; and, as the lesion becomes more pronounced, hemi¬ 
chromatopsy passes into complete hemianopsy. 

In cerebri hemianopsy the pupils react in the usual manner when a 
pencil of light is thrown on the blind halves of the retina. The non- 
occurrence of the pupil reaction when the retinae are so tested (Wernicke’s 
hemiopic pupillary reaction) is significant of lesion of the optic tract. 
(On this subject see vol. vi. p. 766.) 

Summary. —(i.) Lesions of the occipital lobe nyiy be entirely latent. 

(ii.) Homonymous hemianopsy results from destructive lesions of the 
occipital lobe and optic radiations. This is often associated with a 
greater or less degree of hemiplegia and hemianasthesia, from implication 
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oi the internal capsule. When the lesion affects also the cortex of 
the angular gyrus, right hemianopsy is generally associated with word- 
blindness. 

(hi.) Uncomplicated hemianopsy, occurring suddenly with symptoms 
of vascular obstruction, is indicative, in all probability, of lesion in tlse 
calcarine fissure and i^ neighbourhood. 

(iv.) In cerebral hemianopsy central vision is unimpaired, and the 
reaction of the pupils is normdl. 
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Lesions of the temporax lobe. —Owing to the community of 
vascular supply between the parietal, occipital, and temporal lobes, the 
last is not infrequently implicated in lesions due to vascular disease 
affecting either the parietal or occipital lobe, or both together. The 
middle cerebral artery, which supplies the Eolandic area, also supplies 
the angular gyrus and the convex aspect of the temporal lobe; namely, 
the first and second temporal convolutions. The inferior and inner 
aspect of the temporal lobe is supplied by the posterior cerebral artery, 
which is also distributed to the cuneus and lingual gyrus on the internal 
aspect of the occipital lobe. The temporal lobe is specially connected 
with the outermost fibres of the foot of the crus cerebri, which pass up 
into the internal capsule, and then bend outwards and downwards to this 
region. In cases ijf lesion of the temporal convolutions these fibres have 
been found by D6jerine to degenerate downwards as far as the upper 
region of the pons. This has been confirmed by Turner and myself after 
lesion of the first temporal gyrus. 

Lesions of the temporal lobe, of whatsoever character, may be entirely 
latent. There are so fhany such cases on record that it is unnecessary 
to allude to them in detail. This latency is more particularly notable 
when the lesions involve the right lobe, the explanation of which is to 
be found in the greater preponderance of the left hemisphere in speech 
processes. 

One of the most important indications of lesion of the left temporal 
lobe is the occurrence of the speech defect termed “word-deafness.” 
This signifies the inability to interpret the meaning of articulate sounds. 
It may exist independently of word-blindness, though, owing to conjoint 
lesion of the inferior ^larietal and temporal lobes, the two conditions 
are often a^ociated together. In all cases in which word-deafness has 
been a prominent symptom a lesion has been found in the superior 
temporal convolution. Thus Seppilli (20) found that in every one of 
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seventeen cases there was lesion of the superior temporal convolution ^ 
and in twelve in the second or middle convolu^on alsa Of twenty-five 
recorded cases, analysed for me by Dr. Ewens in 1890, ten were due to 
lesion of the temponJ lobe alone. In seven of Aese the' first temporal 
was particularly aflbcted; but in the remaining three the exact limits of 
ikhe lesion were not stated. Eight were due to lesions implicating the 
wgular gyrus, as well as the upper temporo-sphenoidal. Six were due to 
lesions invading the upper temporal gyrus *and adjoining portions of the 
occipital and parietal lobes; and in one it was stated that the angular . 
gyrus was affected alone. In this case, however, both word-blindness and 
word-deafness were present. This was the only case in which there was 
no obvious lesion of the superior temporal convolution, but since then 
other cases have been put on record. Thus Mader reports the case of a 
patient, aged fifty, who was suddenly seized with disturbance of speech 
ind complete word-deafness. After death a yellowish white softening 
was found affecting the left superior and mid^e temporal convolutions. 

A similar case, due to lesion of the posterior part of the first temporal 
convolution and adjoining portion of the inferior parietal lobule, has 
been recorded by Fraser. 

The relation of word-deafness to lesion of the left hemisphere appears 
to follow the same rule as obtains in reference to aphasia and lesion of 
the speech centre of the left side. Thus Seppilli (21) has recorded in 
a left-handed man a case of atrophy and sclerosis of the first and second 
temporal gyri in the left hemisphere without any distiu-bance of speech 
or hearing; and a case of a large tumour invading the whole of the 
left temporal lobe, without affection of speech or hearing, in a patient 
supposed to be left-handed has been reported by Westphal (25). 

The facta of word-deafness are explicable on the hypothesis that the 
region in which the lesions are habitually found constitutes the cortical 
seat of the perception and registration of auditory impressions. My own 
experiments on monkeys, as well as similar experiments by Munk, and by 
Luciani and Tamburini on dogs, indicate that in this region the centre 
of auditory perception is situated. I have foimd, in particular, that 
electrical irritation of the superior temporal gyrus causes sudden move¬ 
ments of the ear, head, and eyes, such as are indicative of perception of 
sound in the opposite ear; and that destruction of this gyrus on both 
sides causes total deafness, or loss of auditory perception. 

An animal in which the superior temporal gyri were almost completely 
destroyed on both sides at first absolutely failed to respond to any of 
the sounds which formerly excited active reaction, and which invariably 
attracted the attention of normal monkeys. After some weeks it seemed 
to be in some degree sensible to sonorous vibrations, but it seemed never to 
recognise the sounds which formerly were of significance to it. The.obBcure 
sensibility to auditory impressions, which was observed in this animal, 
might have been due either to imperfect removal of the audj^ry centres, 
or perhaps to the functional activity of the lower centrea Professor 
Schafer has been unable to confirm my conclusions with reference to 
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|he relation of this convolution to the sense of hearing; but the facts of 
jpathologj, not only in regard to word-deafness, hut also to actual deafness 
resulting from bilateral lesions in this region, afford ample confirmation 
of my results. 

Owing to the bilateral relations of the auditory centres, individual! 
who are word-deaf are not otherwise, as a rule, deaf to sounds. The' 
probability, however, is that there may be transient impairment of 
hearing in the opposite ear. 

There are several cases on record in which bilateral lesion of the 
superior temporal convolution and neighbourhood caused complete 
deafness. One of the most carefully observed cases of this kind has 
been recorded by, Wernicke and Friedlander. A woman, aged forty- 
three, who had never suffered from deafness or affection of vision, was 
attacked on 22nd June 1883 with right hemiplegia and aphasia. She 
remained in the hospital until 4th August. At this time she could 
speak, but she spoke unintelligibly and w^s sometimes believed to be 
intoxicated. She not only could not make herself understood, but she 
could not understand what was said to her. She was received into the 
hospital again on 10th September, with slight paresis of the left arm. 
The right hemiplegia had entirely disappeared. The patient was looked 
upon as insane; she was absolutely deaf, and could not be communicated 
with. She died on 21st October. An extensive lesion was found 
invading the superior temporal convolution on both sides. The rest of 
the brain exhibited no abnormality, nor were there any conditions leading 
to increase of the intracranial pressure or secondary affection of the 
cranial nerves. The patient had previously enjoyed excellent health, 
her total deafness occurring suddenly in connection with the other 
indications of cerebral disease. The result of the examination of the 
ears was practically quite negative, a slight dry catarrh was found, but 
locally nothing to aviount for deafness. 

Shaw has recorded a case of a woman, aged thirty-four, who, two 
months before her admission into his asylum, lost power in the right 
arm, and soon after had a sudden apoplectie seizure, resulting in loss of 
speech and deafness. On admission she was found to be perfectly deaf 
and blind. She had occasional fits, and ultimately died of pneumonia a 
. year after her admission. There was complete atrophy of the angular 
gyri and superior temporal convolutions in both hemispheres. The 
optic nerves exhibited increase of the connective tissue, but the other 
cranial nerves were normal in appearance. It may perhaps be questioned 
whether the blindness were due to the lesion of the angular gyri alone, 
or to secondary changes in the optic nerves; but the sudden onset of 
deafness in this case, coincident with symptoms of cerebral lesion, and 
the condition of the brain, point to the destruction of the superior 
temporal convolutions assits cause. 

A third c§se of a similar nature has been recorded bjf Mills (14). 
The patient was a woman, aged forty-six, who fifteen years before her 
ieath had an apoplectic attack which left her word-deaf, but not 
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paralysed. She could hear sounds, though she could not understanc/^ 
what was said to her. Six years later she had a second apoplectic attack, 
causing partial left hemiplegia, together with total deafness for sounds as 
well as words. She was examined by Mills a fe^ days before her death, 
which occurred from asthenia and emaciation. In the left hemisphere 
the posterior two-thirds of the first temporal convolution were reduced 
to a thin strip; and at the posterior quar^r of the second temporal con¬ 
volution was a cavity, evidently the remains of an old embolic softening. 
The lobe was otherwise normal. There was, however, some degree of" 
atrophy of the lower portion of the central convolutions and h inder part 
of the first frontal. In the right hemisphere was an old haemorrhagic 
cyst destroying the first and second temporal convolutions, the insula and 
the lower end of the central gyri, together with the lenticular nucleus 
and external capsule. The auditory nerves were atrophied, and the 
striae acusticae, usually so easily seen, could not be made out with the 
naked eye. 

Even in cases of unilateral lesion of the superior temporal convolution, 
some observers have noted deafness in the opposite ear; but the cawes are 
not altogether free from doubt, as the condition of the eara does not 
appear to have been quite satisfaustorily examined. Thus Kaufmann 
has reported a case of obliteration of the chief branch of the right 
Sylvian artery, causing softening of the first and second temporal gyri, 
together with atrophy of the lower end of the posterior central and 
supramarginal gyri. The symptoms in this case were left hemiplegia 
without aphasia, and total deafness in the left ear, though the patient 
was said to have heard well before the attack. Ferguson has 
recorded a case in which there was already long-standing deafness in the 
right ear from otitis media. Two years before death convulsive move¬ 
ments occurred on the left side accompanied by an auditory aura, and 
followed ultimately by entire loss of hearing in Ahe left ear. The 
necropsy revealed the existence of a tumour affecting the first and 
second temporal convolutions in the right hemisphere, destroying the 
first entirely, and the second partially. 

Irritative lesions in this region occasionally,cause, as in the case last 
mentioned, an auditory aura, whether the lesion be in the right or the 
left hemisphere. Gk)wers has recorded two cases of this nature: in 
the one, a tumour, of which the oldest part was beneath the superior 
temporal convolution, caused convulsions beginning with an auditory 
aura referred to the opposite ear; in the other a tumour affecting the 
superior temporal gyrus caused unilateral convulsions preceded by a loud 
noise as of machinery. 

v.^. Hughes Bennett also has reported several cases of auditory sensory 
discharges followed by temporary loss of hearing in the opposite ear 
or in both. Thus, a woman, subject to epilefltic attacks preceded by 
a loud noise* like the ringing of a 1^1 in the left ear, became temporarily 
deaf in both ears after each attack. Both ears were defective in hearing, 
but the left more so. And in a case of abscess in the right temporal 
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obe, due to otitis media, recently under my care* the prominent symptom 
which indicated the seat of the lesion was the occurrence of auditory 
hallucinations towards the left, so vivid that when the patient was under 
examination he would Sccasionally suddenly turn to the left, pointing and 
saying, “ Didn’t you hear that 1 ” The abscess was evacuated, but th’h 
patient succumbed. 

Of important bearing on the question of the position of the auditory 
centre are the facts relating to* the condition of the brain in deaf-mutes 
and in cases of deafness of long-standing. Mills (14) has described the 
brain of a woman, who was deaf for thirty years, which, otherwise normal, 
exhibited extensive atrophy of both superior temporal gyri, particularly 
of the left. An(^ Sir William Broadbent has described the brain of a 
deaf-mute in which, in addition to some defect of the annectant convolu¬ 
tions and supramarginal lobule, there was atrophy of both superior 
temporal gyri, especially of the left. 

It has been found by von Monakow, Zacher, and D(‘.jorino, and con¬ 
firmed by Turner and myself, that lesions of the first temporal gyrus lead 
to degeneration downwards in the outer portion of the pes cruris traceable 
as far as the upper pontine region, but not affecting the so-called central 
auditory tract. 

The temporal lobe is a frequent seat of abscess in connection with 
disease of the middle ear (vule subsequent article). When the left 
temporal lobe is so affected the diagnosis is frequently rendered easy by 
the occurrence of word-deafness and disturbance of speech. When the 
abscess is situated in the right temporal lobe the diagnosis is more difficult, 
and may be impossible unless there be some degree of hemiplegia, hemi- 
anaesthesia, hemianopsy, or pressure on some of’the cranial nerves, of 
which the third is specially liable to suffer. Apart from such conditions 
the diagnosis cannot be m^e with certainty, as the whole of the temporal 
lobe, even of the left side, may bo destroyed Avithout obvious symptoms, 
provided the superior, temporal gyrus is unaffected. 

A case has been described, however, by Mills and M'Connell 
which they consider indicative of the existence of a “ naming ” centre in 
the third temporal gyrus. The case was that of a woman, aged 41, 
whose symptoms began with vertigo, followed by word-blindness and 
right hemianopsy. She could not name objects either by sight or touch, 
though she understood what they were and what were their uses. Right 
hemiplegia spt in, followed by death in a state of coma. The necropsy 
revealed a glioma involving the posterior part of the third tempor^ 
convolution, and extending slightly into neighbouring parts. The 
postulation of a “ naming ” centre on facts sych as these appears to me 
to involve far greater difficulties than to explain them by indiraa^ or 
dynamic disturbance of the centres of visual ideation. 

The facts of comparative anatomy, as well as of physiological experi¬ 
ment, indicate that at the lower extremity of the temporffi lobe, more 
particularly in the hippocampal lobule, or anterior extremity of the 
hippocampal gyriis, to which the external root of the olfactory tract is 
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traceable, is situated the cortical centre of smell. Electrical irritation off 
this lobule causes movements of the nostril, particularly on the same side, 
which have the appearance of subjective olfactory sensation. And certain 
experiments, which I have elsewhere related iif detail (7), show that 
destruction of this region in both hemispheres renders the animal 
incapable of perceiving odours, or even of recognising tastes, which under 
normal circumstances excite antipathy and disgust. My hypothesis is 
that in this portion of the cortex are situated not only the principal 
centres of smell, but also of taste; though the limits of each have not as 
yet been defined with accuracy. Some clinical cases of lesions of the 
temporal lobe have been recorded which are in favour of this view, though 
not sufficiently precise to prove it. ^ 

Churton and Griffiths report a case in which smell was impaired 
on the side of lesion, by a tumour which caused erosion of the uncus, and 
which did not appear, directly at least, to have affected the olfactory 
tract; and several cases have been recorded in which olfactory aurse, or 
crude sensations of smell, have been observed in connection with lesions 
implicating this part of the temporal lobe. 

M'Lane Hamilton reports a case of this kind due to meningitis 
involving the inferior and anterior extremity of the temporal lobe, with¬ 
out implication of the olfactory tract. 

Jackson and Beevor have described a case of olfactory aura 
occurring in connection with a tumour of the anterior end of the right 
temporal lobe involving the nucleus amygdal® and hippocampal lobule. 
A similar case has been recorded by West, and another by Sander. 
In the latter case epileptiform convulsions were preceded by an un¬ 
pleasant odour. The 'lesion was a tumour, which involved the anterior 
extremity of the temporal lobe, but the olfactory tract was also directly 
involved; and several other instances of a similar character might be 
referred to. Owing, however, to the implication o^the olfactory tract, 
some of them at least might be ascribed to direct irritation of this 
structure; but in others this was not evident, and the aura probably 
depended upon irritation of the olfactory centre itself. 

A case in which, in addition to subjective olfaction, gustatory sensation 
seems to have been excited, has been related by James Anderson. This 
occurred in- connection with a tumour affecting the left temporal lobe, 
but the lesion was not of a character to allow of any precise conclusions 
being founded on it as to the position of the gustatory centres. Apart 
from their physiological bearing, these cases are of importance in a 
diagnostic point of view, and indicate that lesions which affect the sense 
of smell have their seat at the lower and anterior extremity of the 
temporal lobe. 

Summary. —(i.) Lesions of the temporal lobe may be entirely latent, 
(u.) Word-deafness is indicative of destruotive lesion involving the 
superior temporal gyrus of the left hemisphere. 

(iii.) Subjective sensations of smell and taste are indicative of irritative 
lesions involving the lower extremity of the temporal lobe. 
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Lesions of the corpus’ callosum. —The commonly received view 
of the constitution of the corpus callosum is that it forms a great 
commissure connecting identical points of the two hemispheres with 
each other. The parts that are not connected together by the corpus 
callosum, namely, the hippocampal lobules, are, according to Flower, con¬ 
nected by the anterior commissure, which thus forms a supplement to the 
corpus callosum, and varies inversely with it. This view has been contested 
by Hamilton, who holds that the corpus callosum is not a commissure 
in the ordinary sense, but rather a decussation of certain cortical fibres 
which do not decussate lower down. He doc9 not, however, adopt 
Foville’s view that the corpus callosum is a decussation of the peduncular 
fibres. It has been maintained by Schnopfhagen, and also by Sachs, 
that the corpus callosum is a system of associating fibres connecting, 
not homologous parts of the hemispheres, but regions quite distinct in 
situation and in function. 

The experimental and histological investigations of Muratoff (10) are, 
however, in favour of tjfe commonly adopted view as to the commissural 
function of the corpus callosum. Thus he found, after excision of 
different portions of the motor cortex, that degenerated fibres could be 
traced from the excised area across the corpus callosum as far as the 
cortex of the identical contra-lateral area,—the number of degenerated 
fibres being directly proportional to the extent of the cortical lesion, and 
always limited to a particular region of the corpus callosum, according to 
the site of the lesion. The degeneration was always more extensive when 
an identical lesion was made on both sides than on one side only. On 
section of the corpus callosum, complete or partial (12), he found 
degenerated fibres traceRble to the cortex on both sides quite identical 
on the two si^es, and lying in a strictly defined field corresponding to the 
extent and site of the lesion of the corpus callosum. He also found that 
a simultaneous destruction of the cortex and section of the corpus 
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phenomena above described continue as before, bpt in a mord exaggerated 
' form. It is unnecessary to describe them again. 

' At a yet later stage progression sometimes becomes almost iiil^SBSiuie'^ ' 
die patient lies^in 1^ with the limbs rigid, every attempt at move- 
cment <)ringing on more violent contractions of opposing muscles, ai^l 
looking the limb in a tetanoid spasm. The prevaiHng muscles, notably 
the muscles of the calf, get into a state of permanent contraction, and 
ultimately become shortened; and upon this follow deformities of t^j)e 
nature of talipes; and, if the patient is still able to get out of bed and 
to move about, the difficulty of locomotion is greatly increased by these 
deformities. The disease may at the same time creep insidiously up¬ 
wards, involving the muscles of the trunk and arms, even extending into 
the bulb and resulting in bulbar paralysis; but before thm is reached it 
passes out of the group of pure lateral sclerosis into that of amyotrophic 
lateral sclerosis. 

So after many years it may happen that death results from extension of 
the sclerotic process to the vital centres; but the fatal result is often due 
to other causes, as for example to an intercurrent pneumonia or pleurisy, 
to renal disease, or to vascular degeneration. The mere sclerosis of the 
lateral columns does not of itself suffice to induce death. 

Causation.—^The causes of the condition are very imperfectly known. 

It beg^ most commonly in adults between the ages of twenty and forty. 

It affects the sexes almost equally. I have been impressed with the 
importance of excessive muscular effort in some cases, and have had some 
reason to think that sexual excesses, particularly in the form of mastur¬ 
bation, may have had to do with its origin. Various infective processes 
have been regarded as causes. At the head of the list of these comes 
syphQis, followed, at a long interval, by acute infective fevers and by 
lead poisoning. With rega^ to hereditary influences it is difficult to 
speak with certainty; but observations in some meagre confirm the 
condusion, to which general principles would lead us, that it must be 
more common in neurotic families. 

Diagnosis.—1. From hysteria .—^The problem is often extremely Hiffi - 
cnlt in the early stages of lateral sclerosis, for hysteria may closely 
mimic its symptoms, and we are occasionally compelled to suspend 
our judgment imtil repeated observationa and the evolution of the 
symptoms may supply us with facts. The chief indications on which 1 
rely in hysteria are the suddenness of development, and the occasional 
temporary disappearance of symptoms. I have never known these 
features in pure lateral sclerosis. Next to them u*e the 
derived from the presence or absence of a hysterical constitution. And^ 
third, is to be ranked the existence of unmistakably hysterical 
phenomena of other kinds—say involving the sensory functions, the 
fields of visipn, or other e;j^ptoms which are proper to hysteria, and 
foreign to lateral sclerosis. Amongst these special iittentioi^ should be 
directed to the gait^ the knee-jerk, and the precise quality ^ the anlrlff 
donus,. if it be present. 
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^ The gait ’in hysteria^ is apt to differ from that proper to lateral 
a cleroBis in that the characteristic pure spastic toe-scraping movement is 
replaCtsd by a gait in which the spastic element is, so to speak, over¬ 
done—the whole lim^ becoming rigid, and the heel as Hrell as the toe 
being frequently scraped along the ground. Moreover, there is an 
almost indescribable^ “ functional ” appearance about all the movements; 
all difficulties are exaggerated by the patient, and the gait as a rule 
becomes worse when its features are being studied. 

^ to the knee-jerk, it may be much exaggerated in functional cases, 
but it is apt to be attended by a jerk of the whole mass of the erector 
spinse, Vrhich I have never seen in a pure lateral sclerosis. Moreover, in 
organic spastic disease the knee clonus is often present, and although it is 
conceivable that such-a phenomenon might be simulated in hysteria, I am 
not aware of any case in which it has actually been observed. 

Attention should also be devoted to the precise character of the ankle 
clonus, if present; for in hysteria its featiu-es often differ from those 
proper to kteral sclerosis, '^^ile in hysteria we occasionally meet with 
a condition which can scarcely be distinguished from the ankle clonus of 
organic disease, we more frequently find what may be called a pseudo¬ 
clonus marked by the following features ; (a) its mode of onset—instead 
of beginning -with a movement of extension it begins with a dorsiflexion 
of the foot; (6) its course and persistency—it is ill-sustained, and instead 
of being capable of almost indefinite prolongation so long as the calf 
muscles are kept on the stretch by steady upward pressure upon the ball 
of the foot, it gradually and often speedily ceases. 

The positive diagnosis of true lateral sclerosis thus turns mainly 
upon the persistence, continuity, and gradual progress of the sjrmptoms, 
and its exclusion upon the presence of symptoms proper to hysteria. 

2. From secondary laieral sclerosis .—I have met with many cases in 
which secondary ijisease existed, and yet in which the history of primary 
disease was far from distinct. Caries of the vertebrse, with little evidence 
of Potts’ curvature, transverse myelitis of limited extent and of short 
duration, haemorrhages, softenings, and tumours of the cord may be causes 
which are difficult to detect, or of which the patient may give a very 
imperfect history—the ease, perhai®, coming under observation after the 
spastic phenomena have been long well established. But in the great 
majority of cases the preceding disease is perfectly manifest—and, even 
if indistinct, can be made out by careful examination and by a study of 


the history of the case. i.- t j • i-< v j 

3 From multiple sclerosis. —A number of cases which during life had 

shown symptoms closely resembUng those of lateral sclerosis have been 
found on autopsy to present the multiple changes of insular ^e^. 
But it is not so much in the advanced stages as at an earher penod of the 
malady that the conditions are apt to be confounded. It rarely happeM 
that a case af insula! sclerosis, if somewhat adranced, doe% not betray ito 
real nature by the superaddition to spastic phenomena of cl^tenstac 
fStu^re propi to itsdf, such as the nystagmus, the optic atrophy, the 
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Btaooato speech, and the so-called “ intention tremors,” which I venture to 
surest would be better designated “ action tremors.” _ 

4. From $pastic paraplegia of cerebral origin .—^The diagnosisTroSi'tftis 
form of cereb&l disease may be difficult; but in ^e case of children it 
shoukl always be kept in view that spastic paralyses are often due 
to a cerebral lesion. Much light may be thft>wn upon the problem b; 
the history of the onset of the malady, the evidence of intra-cranial 
damage, coma, or general convulsions ''followed by paraplegia^ I 
do not deny that in childhood latel-al sclerosis may occur, but cerebral 
lesions, whether pre-natal, natal, or post-natal, are much more common. 
At an early stage of the disease in adults, when the phenomena Inay be 
mostly confined to one limb, it may be confounded with ,post-hemjplegic 
spasticity. But, in addition to the history of cthe case, we have 
here to guide us the facts that hemiplegic spasticity is associated with 
paralytic symptoms affecting more or less severely the whole of one side 
of the body, and usually involving the face; while in lateral sclerosis a 
careful examination will almost invariably detect some weakness of the 
muscles, and increased reflexes on the other side as well. This, taken 
along with the distribution of the more pronounced symptoms, should 
protect the physician from, error in this respect. 

6. I^om complex spinal diseases .—The occurrence of spasticity may 
occasionally lead a practitioner to overlook coexisting lesions of the 
cord; but in every case we should keep in view the possibility of such 
an association, particularly of muscular atrophy, as in Charcot’s disease, 
and of locomotor ataxia, as in the well-known combined lesion of the 
lateral and posterior columns. 

Prognosis.—^The prognosis is unfortunately always unfavourable; 
not that the disease of itself is a frequent cause of death, still less that 
it implies immediate danger, but it advances insidiously, and seldom, I 
believe, if ever, is really recovered from. In the e^rly stages of the 
disease an arrest may take place. But in the later stages, when marked 
rigidity has set in, there is no room for hope of material improvement. 

Treatment—^The treatment of spastic paraplegia has hitherto been 
eminently unsatisfactory. The most important measures are rest, care¬ 
ful dieting and improvement of the general tone 'of the system. It is 
surprising to observe what improvement takes place in the condition 
of a hospital patient who for a long time has been striving to get 
through the labour proper to his employment, when he gets rest in b^ 
for a month. The relief of discomfort and the alleviation of spasticity are 
alike remarkable. A good and generous diet also appears to me to be 
of service, and such medicines as cod-liver oil, compound emulsion of 
petroleum with hypophosphites, iron and arsenic may improve the 
genoral hmdth, although they may not influence the essential pathological 
conditions. Begulat^ exercises should not be neglected after the 
period of teeXf but should never be so employed ‘'as to cqpse fatigue. 
The use of warm baths at a temperature of 90° to 95° F. affords much 
comfort to tbe patient^ and often temporarily relieve spasticity. In early 
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stages warm douches to* the spine and to the affected limbs give a 
j neasur e.j)f relief. I have also seen unmistakable diminution of spasm 
fonow the application of ice-bags over the spine, but the benefit was 
both small and temporary. In cases of syphilitic ori^n the use of 
large doses of iodide of potassium, alone or in combination with mereury, 
»by the mouth or bjj inunction, has been followed by good results; but 
the great majority of cases are not of such origin, and even those which 
arei sooner or later reach a st^ge at which drugs are no longer effective, 
for drugs cannot infiuence a post-syphilitic cicatrix. I. think it well, 
however, to give every patient the chance of improvement under this 
treatment; not those only who confess to syphilis, but also those who, 

' • whilst^denying syphilis, admit the risk of exposure. 

Before going on to describe the other forms indicated in our classifi- 
. cation, it may be well to refer to. a variety of primary lateral sclerosis 
which was described by Professor Ekb in 1895 under the name of Heredi¬ 
tary Spastic Spinal Paralysis. He cites as examples the cases of two 
sisters aged twelve and six respectively. They presented the ordinary 
features of lateral sclerosis as we see it in the adult, both the patients 
having been apparently quite healthy until the age of four years; and, 
although the patients are still alive, there cAn be little doubt of the 
nature of the lesion from which they suffer. Erb is of opinion that they 
indicate the existence of a hereditary or family group of lateral scleroses 
analogous to the groupings which occur in Friedreich’s disease, in pseudo- 
hypertrophic paralysis, and a number of other hereditary nervous maladies. 

n. Primary Spastic Paralysis, complicated with other 
Lesions of the Cord 


A. Sclerosis,OF lateral columns and of anterior horns; 
amyotrophic lateral sclerosis ; Charcot’s dmeasb.— Charcot £stin- 

euished this form of disease from other spinal maladies, and iMrked itofffrom 

the progressive muscular atrophy of Aran and Duchenne. In some cases the 
spastic symptomsappear before the myotrophic; mothers t^antenor horns 
to^ first invaded.* As disease of this area of the co|^ is ^ essential 
part of the pathology of the disease it will be described later p. 176) 

B. Ataxic paiSplegIa.— Deflnitlon.-A chronic disease of the spinal 

cot£ existing in a combined sclerosis of the latara and posterior columns; 
corn, 1 ,. features of lateral sclerosis, namely, peculiar 

^STiireStm^ of deep reflexes, rigidity, and a 
spasticity, with ^r^ S ^th the ordtaary features of locomotor 
tendency to especially marked when the eyes are closed 

ataxia, namely, sta^ fatness along with a variety of other symptoms 
or when the so far iw they are controlled 

of j ca^Li by conditions Lt ascertained, 

and modifiedsby the &t^l ^ to a fatal termination. 

““ ““ "«■ both fa th, pofa^or 

voii.yn 
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bt^EAl odomoB. So far as the posterior colum^ are conceAied the lesions ' 
closely resemble those seen in the oord in ormnary pure tabes dorsalis. ^ 
Bat tile lumbar and dorsal portions may suffer equtdly, or the d8Iiai!"UiBie 
than the lumlfar; and the changes in the postero-^xtemal root zone are 
soarcely so pronounced as in typical cases of locomotor ataxia. 'V^ith 
regard to the lateral columns the pyiamidah tracts are found to be th^ 
centre and chief seat of the disease. But this process often extends 
beyond these into the lateral limiting layeiu, the mixed zones of the lateral 
columns, and the direct cerebellar tracts. The direct pyramidal traits are 
also more or less diseased in almost all instances. 

Clinical history.—^The disease is insidious in its onset and slow in its 
progress. Either of the combined features may predominate at first. 
Patients often complain of a sense of great fatigue in the legs after *a short 
walk, sometimes amounting to actual pain. But the lightning pains of 
tabes are scarcely ever complained of. Neither is the girdle sensation 
common. Grises are much rarer than in tabes. The .^gyll-Robertson 
symptom does not as a rule appear, but nystagmus is not infrequently 
observed. Yet the unsteadiness in gait, especially in the dark, are very 
distinct, and the exaggeration of reflexes contrasts in a remar^ble way 
with their habitual absence in pure locomotor ataxia. Ankle clonus, knee 
clonus, and other tokens of exaggerated sensitiveness to stimulation of the 
muscles are common. The diminution or loss of sensibility is less marked 
than in ordinary cases of tabes dorsalis, and the electrical reactions remain 
unchanged. In the course of months or years the disease comes to resemble 
more a pure lateral sclerosis. The rigidity prevails, the patient is unable 
to leave his bed, and thereby some of the characteristics of tabes are lost. 
But, on the other hand, in comparatively early stages, under rest and 
tonic treatment, the spasticity may be alleviated while the ataxia remains 
unchanged, and sometimes a case in which the spastic phenomena prevailed 
at first conforms in the end more nearly to a pure atafia. 

Causation.—^The disease is proper to adult life, and prevails more in 
the male than in the female sex. It is most common in persons of nervous 
constitution, and may be supposed to result from an inborn want of vitality 
in certain parts of the nervous system. Sometimes it is associated with a 
syphilitic taint, but not so often as is the case with tabes. I am satisfied 
that it stands r^ted to excessive muscular exertion, and with exposure to 
cold and wet, as well as to concussion or other injuries of the cord. Perhaps 
sexual excesses may in some instances be concerned in the production of the 
disease. Anamia, leucocythamia, and the cancerous cachexia have been 
associated with it in a considerable number of cases; but whether the spinal 
malady be a result, or both depend upon a common cause, is not yet clear. 
Its association with general paralysis of the insane is also of much interest. 
Probably the lesions proper to each may be dependent upon a common cause. 

The diagnosis of t^ from other conditions does not, as a rule, seem 
difficult, judgiug from the presence of the ataxic symptoms o%the one hand 
and the spastic on the other. Perhaps certain form of myelitis may moat 
closely simulate this disease; but in myeUtis the beginning is more abrupt. 
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uid there ie less tendency to the slow but steady increase of symptoms 
we ,jPnd in this malady. Gases of cerebellar tumour sometimes 
pr^nib considerable resemblance; but the head symptoms, the headache, 
the optic neuritis, thei ^ddiness, the vomiting the peculiar gait, like 
the*reel of a drunken man, and the less definite spastic phenomena, 
'-should render the differential diagnosis easy. It may also be confounded 
with disseminate sderosis. Well-marked cases of each cannot, of course, be 
conio^pded j it must be remembered that just as multiple sclerosis has been 
found after death in cases which showed the clinical features of spastic 
paraplegia, it may also present in the earlier stages symptoms akin to those 
of ataxic paraplegia. It seems unnecessary to point out the distinction 
'between Friedreich’s hereditary ataxia and this condition, for it shoidd be 
as easy to distinguish-nt as it is to distinguish ordinary tabes dorsahs. 

Prognosis.—The disease is not in the end recovered from; but ite 
progress is slow, extending generally over a number of years. Drath 
results usually from compUcations, such as inflammations, urinary troubles, 

or other intercurrent maladies. ^ ii„ 

Treatment—Treatment is of little avail, but should bo that generally 

employed in other scleroses. ,. 

C Pellagra is a form of nervous disease scarcely ever seen in this 

country. Its essential anatomical changes are combing 

the posterior and lateral columns of the cord, frequently associated with 

ItroK? tLTrge cells of the anterior cornua, and in a large proportion 

of CMM with chrome inflammatory thickening of the pia mater, and, sohm- 
of cases wiin^ arachnoid. Its symptoms 

cSy resemble those of ataxic I»raplegi«^ "Ifapp^m 

dun to the impbeation of structures other than those affected. It appeara 

■ but ol th. o.u.r.1 l»io™ » f.r 

from promising {vide SCLEROSIS of the lateral and 

D. is SSSh, both from the description 

POSTERIOR COLUMNS. observation of one case which came 

giT» by toe to reeognition « . aietin^ 

under my own e”™ , ommKm In a euhucute aoleroeie of *o 

malady. It may be defined passing finally into softening 

lateral bf sympto^conesponding to those of 

• at certain levels; chariKtens^ y y F developed. Its causes are 

ordinary si^tic P^^pIS* to death much more speedily than is the case 
not ascertained. It nostero-lateral disease, 

with the more wmmon ^ lesions consist in a rather rapidly 

Morbid anato^.--^° ^“^ posterior columns, with associat^ 
advancing inflammation'in the substance of the co^ 

patches or areas of “9™ “ ,ia one of adult life, and begins with 
Clinical Wsto^-""^ v„:^ow^ by progressive enfeeblement, and 
nSnded^y frequently by obstinate 
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diarrhcea. There is at first no paralysis rof any special groups, of 
muscles, but general weakness an^ finally, paraplegia set in.. 
riwiaa ansasthesia and ataxy appear in well-marked degrees, but more 
commonly thSre is exaggeration of the knee-jerk and even ankle clonus. 
Th8 legs are much more affected than the arms. The girdle sensations 
and lancinating pains are rarely met witfi. Vision and other specif 
senses and speech are not disturbed. Mental symptoms resembling 
dementia occurred in the final sti^e in one case. The disease gcfiOJally 
proves fatal within two years of its commencement. 

The causation is not certainly determined, but apparently^ it is not 
connected with syphilis or alcoholism. Lead poisoning has been suggest^ 
as a cause. It is said to be more common in women than in men, and is 
often associated with pernicious anemia. 

Diagnosis. —In the earlier stage of the malady one may confound it 
with Peripheral newriHs. But the resemblance u only superficid, and 
dependent on the numbness and pains in the limbs associated with the 
debility. The presence of exaggerated knee-jerks and of ankle clonus, 
as well as the absence of other really distinctive features of peripheral 
neuritis, should enable us to mark it off with little difficulty. 

The prognosis is unfavourable. 

Troatment should follow the usual lines adopted in mmilar spinal mala¬ 
dies j but little is to be expected from the rem^es we at present possess. 


III. Spastic Pabalysis secondaky to pkb-existing Disease 

A. Secondary toiDiseasb op coed, transverse myelitis, tumodr, 
results of Pott’s disease of vertebra etc. (Vide vol. vi. p. 864.) 

Definition. —A secondary disease of the pyramidal tracts of the spinal 
cord, amsiMngia sclerosis of these tracts; characteri^ by the ordinary 
features of spastic conditions, p^cularly by the spastic gait, increase of 
deep reflexes, resistance to passive movements, rigidity and contracture; 
caused by pre-existing lesions in the cord above the seat of the sclerosis, 
and resulting in many cases in permanent disability, but sometimes in 
gradual recovery if the causal lesion be got rid of. 

Morbid anatomy. —The process consists essentially in an overgrowth 
of the neuroglia with a corresponding atrophy of the nerve elements of 
tracts below the level of the primary disease. Of the tracts 
so affected the pyramidal fibres are by far the most important. 

history. —^In some cases the causal lesion is unmistakable; for 
aTumplA, an injury to the cord by direct violence, as is often seen among 
minera In others the lesion may be scarcely noticeable, as in some cases 

Pott’s of the vertebrsB, attended by little deformity of the 

spinal c^biniTi- The features which mark the secondary degeneration ^ 
thote with \ehich we are already familiar—^the rigidity, thg exaggeration 
of deep reflexes, ankle donus, resistance to passive movements, contracture, 
and ultimately deformity of feet and lower limbs. The condition in 
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many ^es advances very «|)owly, and continues for long periods to show 
little sign of increase. It usually lasts to the end of life, but may become 
arreSffild and markedly diminish in cases in which the cause has been got 
rid of, as I have seen wjien caries of the vertebrae has been^urrested. 

^he tFoatment of such cases presents no likelihood of cure unless ^he 
•primary disease can be arrested in an early stage. This is only possible 
in the case of tumours pressing on the cord, which may sometimes be 
rem^v^ surgically; in caries <5 the vertebrae, which may sometimes be 
succesuuUy treated, either surgically or by prolonged rest, with the applica¬ 
tion of extension to the spine; and in the case of gummata, which may yield 
to medidinal treatment. If the primary disease be got rid of, the 
. secondaqr may gradually diminish, but the treatment of this latter cannot 
be more than symptomatic, and alleviation of discomfort is really all that 
can be aimed at. 

B. Secondary to intracranial disease. 

1. Secondary to hemiplegia in the adult .—^The well-known spastic con¬ 
dition which sometimes occurs at the commencement of a hemiplegia, 
but much more commonly comes on a few weeks later, and in many of 
the latter kind is universally recognised as depending upon Tiirck’s 
descending degeneration of the pyramidal tracts. It will be found fully 
discussed in a later article. 

2. Secondary to intracranial disease in infants .—The Infantile Cerebral 
Palsies, pre-natal, natal, or post-natal, according to time of origin, and 
paraplegic, hemiplegic, diplegic, or monoplegic, according to the parts 
involved, cqpstitute an interesting and important group of spastic con¬ 
ditions. They are described hereafter under their respective heads. 


rv. Functional or Hysterical Spastic Paralysis 

• 

Although this subject has already been incidentally discussed when deal¬ 
ing with the differential diagnosis of primary spastic paralysis from hysteria 
(p. 140), it may be well here to state its essential features in connected 
fo^ Like other manifestations of hysteria it is much more common in 
the female sex, but occasibnally occurs in the male and then often in a 
very exaggerated form. I have met with at least four clinical varieties. 

Thejrrf variety is unmistakable by any one accustomed to study nervous 
cases. The patient has a history of other hysterical manifestations, is of 
an age at which hysteria is common, and the spastic symptoms set in 
suddenly and in connection with emotional disturbance. 

The second variety is less distinct. In many respects thd featu^s 
are like those of the first form, but the development is insidious and the 
symptoms persistent. Still, in such cases, in the long run spasticity may 
T»SS awav and the limbs recover their full vij^ur. 

third variety is om alike difficult and distrewing. I hftve n^seen 

A unra y instance I have known 
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ptUB in the end into what I was compelled« to regard as true spastic 
paraplegia. * ,. 

The fourth variety is one which I have occasionally met in 
people submilted to me for examination in connection with railway 
injdriea The history generally is that they had been perfectly (WeU 
before the accident, that the accident resulted in, shock to the system^ 
and that after the accident the power of the limbs was more or less 
diminished. In addition are obwrved 'spastic phenomena, and^ eften 
increase of the knee-jerk; sometimes ankle clonus. The question comes to 
be whether the patient has a progressive lateral sclerosis, or a traumatic 
neurasthenia of a spinal form, or whether he is malingering. Mdlingering 
is generally easily detected by one who is accustomed tOpOxamine jiervous 
cases. But we ^ve often to remain in doubt as to a ^agnosis between 
lateral sclerosis and this form of traumatic neurasthenia; even the 
latter constitutes a formidable disease, and therefore, if clearly traceable 
to an accident, undoubtedly entitles the patient to compensation. 

Apart from medico-legal cases, we are sometimes called upon to 
decide very delicate and difficult' questions. For example, I had once, 
with the late Dr. Struthers of Leith, to decide whether a young lady, 
whose marriage day was approaching should be allowed to marry or not, 
considering tlmt spastic phenomena had appeared in both le§^. From our 
examination we concluded that it was purely hysterical, and we advised 
that the marriage should go on. Happily speedy recovery took place. 

There are certain features of hysterical spasticity which seem to me 
to be of much importance in relation to diagnosis. 

(a) Contracture, and that of a peculiar form, sometimes arises at an 
early stage of the dis^e, when in an organic case it certainly would not 
have appeared. 

(b) The gait shows peculiarities like those met with in other hysterical 
palsies. Instead of the toe-scraping of ordinary spasmic disease, the whole 
foot is shoved forwards in walking, and the patient, instead of endeavour¬ 
ing to compensate for the deficiency as one suffering from organic disease 
learns to do, seems to make the most of the symptom. 

(c) The knee-jerk is often exaggerated, but it is apt to be attended 
by spasm of the spine as well as of the liifib, the patient sometiines 
complaining of the tap on the patella as hurting the back. 

(d) AnUe clonus is rare, indeed very rare in functional cases, and I 
have never known knee clonus to be present. The pseudoHslonus presenta 
characteristic features which have been already described. 

The prognosis in hysterical paraplegia is, of course, much more &vour- 
able than in the other varieties, and recovery may be sudden or graduaL 
The worst cases are those which go on to contracture; and Dr. Weir 
Mitchell has found that the most hopeless are those in which one limb after 
another is attacked, until nearly all the voluntary muscles of the limbs as 
weU as those of the trunk may become involved. Isolatedicontractures of 
single groups of muscles as of single Umbs have a more favourable prognosis. 

Treatment. —Function^ spastic diseases are Ynainly benefited by moral 
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xDjuiagement, and by suggoetion and isolation, with massage and feeding_ 

4 <be general line of trea,tment with which the names of Drs. Weir Mitchell 
associated,—^methods which are fully explained in other 
parts of this work (voJ. i. p. 373). When a patient is A benefit from 
such treatment the amelioration is generally speedily seen. The Idhger 
•the symptoms persist after the treatment has been commenced, the less 
favourable is the prognosis. ,j,_ Graikger Stewart. 
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FRIEDREICH'S ATAXIA 
(hbrbditaby ataxia) 

I 

In 1861 Professor Friedreich, of Heidelberg, descnbed a disease of the 
spinal cord which he designated as a chionic degenerative atrophjr^ of 
the posterior columns, and the chief clinical features of which webe in¬ 
coordination, first of the lower and afterwards of the upper limbs; ulti¬ 
mately involving the or^ns of speech, but unattended by paralysis of 
the sphincters, or by any sensory or trophic changes. The earliest pub¬ 
lished papers by Friedreich are in Virchows Archix. Since tha% time 
numerous cases of this kind have been described by various observers, 
and a considerable number of statistics have been compiled. 

Definition.— A rare disease of the spinal cord. 

Consixting in sclerosis with marked overgrowth of neuroglia and 
destruction of nerve elements in the whole of the postero-intemal, much 
of the postero-external, also of the crossed pyramidal and direct cerebellar 
tracts, Clarke’s vesicular columns, and usually the tract of Gowers, also 
in some cases apparently in atrophy of the cerebellum. Characterised 
by the occurrence of the disease in several members of the same 
family; beginning in childhood, mostly about seven or eight years of 
age, very seldom after sixteen; with occasional giddiness and nystagmus, 
but without the other eye symptoms or the other sensory ch^ges 
so often met with in locomotor ataxia; with ataxy of legs and a 
peculiar gait intermediate between the purely ataxic and the cerebellar, 
and with less difference on closing the eyes than in ordinary tabes. It 
spreads gradually, and sooner or later affects the arms and sometimes the 
neck; it is associated with muscular weakness, sometimes with con¬ 
tracture and atrophy; in a number of cases there is a ctorea-like restless¬ 
ness with jerking movements. The deep reflexes are lost, bladder 
troubles are rare, and the various crises are quite exceptional. Scoliosis 
and characteristic deformities of the extremities are not infrequent. 
LiteUigence is unaffected, but articulation is dcsturbed, becoming slow 
and difficult, especially in pronouncing certain syllables. Caused by 
some hereditary influence; very rarely only one individual in a family 
affected, but direct transmission not common. Consanguinity of parents 
and neuropathic family history apjMar to exist in a considerable pro¬ 
portion of cases. The sexes are affected about equally. BesulHng 
in graduid advance imtil the patient is unable to be out of bed, and 
ultimately terminating fatally by intercurrent disease. 

■orbld anatomy.—^Apart from deformities and other results of the 
liToeess, the essential change consists in an extensive and peculiar sclerosis 
of the spinal ccord. It involves, as in tabes dbrsalis^ ^e posterior 
columns—the posterior nerve-roots and ganglia being, however, less 
markedly affected; but in addition the lateral columns ore usually 
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vSSto' colfm^rinTtL^K P™«“8 affects the cells of Clarke’s 
*T)rBCess further t the pres of the direct cerebellar tracts. The 
i-jiKo 1 tabes, in that Lessauer’s tracts, which 

DhiSe and Ler^l ^^arkedly sclerosed, in this disease-usually escape. 
.S&s in that t?e 

Sx,5'rissr»:r “ *'■» ^ - - 

Cllpial hbtoFy. ^The disease is essentially one of early life • the 

*tihe“lind symptoms have been recognised varying frL 

^e serond to ^the penty-fourth year, and the vast majority of cases 
beginmng bepeen the sixth and the fifteenth year. In most cases the 
dis^e attacks several members of the same family, apparently affecting 
both sexes equally; isolated cases, although rare, do howVver oroasionali; 
occur. A general neuropathic family history is frequently to bo made 
out, insanity or other nervous disease being common among the patient’s 
relatives. Consanguinity of parents has also been traced in a certain 
proportion of cases. Hereditary syphilis does not appear to play any 
part in the causation of the disease. 


Tte earliest and most marked symptom is ataxy of the legs, but the 
disorder soon extends to the upper limbs as well. Slight unsteadiness 
appears on standing and walking, and this gradually increases until the 
gait becomes staggering, like that of a drunken man. The patient reels 
along on a broad base; but neither does he lift the feet so high nor stamp 
with the heels so characteristically as in tabes dorsalis. Closure of the 
eyes produces little or no difference in the gait. • 

When the arms become involved the patient has difliculty in executing 
delicate voluntary movements, such as buttoning his clothes or grasping 
small objects. In, many cases on attempting to pick up a small article 
the action is, as it were, overdone—the hand swoops down in a sudden, 
claw-like manner, the fingers being widely spread out and extended just 
before the grasp is made. The muscles of the back and head are also 
frequently affected. Irregular swaying movements of the limbs, the trunk, 
and the head are common; they are not active movements, but, as in 
ordinary chorea, occur when the patient is at rest. 

Articulation almost always becomes impaired. In definite cases it is 
thick and monotonous, as if the patient had an unmanageable foreign 
body in his mouth. Jerky movements sometimes occur in the tongue; 
and my friend and assistant. Dr. Purves Stewart, informs me that in one 
case he met with abductor paralysis of the larynx with the characteristic 
stridor and dyspncea. The expression of the face is often vacant, but 
UBuaUy not until the disease is well advanced. Intelligence is, as a rule, 
Nystagmus is a very common though not a constant 
sjrmptom; is rarSly present when the eyes are in the position of 
rest, but becomes more distinct the more the patient turns his eyes to 
the sid? The pupil reactions are normal, and there is no optic atrophy. 
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The organic reflexes are normal. The skip, reflexes are usually pre¬ 
served, and the so-called deep reflexes are invariably absent from the, 
outset. In some cases it has been observed that the knee-jerks '<^re 
absent in norfataxic and apparently otherwise (healthy brothers and 
sisten of patients suffering from this disease. 

Sensory symptoms are of very rare occurrence. , Only in a few cases • 
and in the latest stages of the disease has tactile anaestliesia been described. 
Lightning pains and “ crises,” like those Bf tabes dorsalis, never <>ccrir. 
Muscular sense is usually unimpaired. -Sometimes there is undue 
sensitiveness to pain in the soles of the feet and elsewhere. There are no 
trophic changes in the bones, joints, or cutaneous structures. The Inuscles 
do waste in the later stages of the disease, but rather f];om disusp than 
otherwise. The peculiar deformity of the spinal ^column and of the 
feet and hands, to be described presently, are probably due, in part 
at least, to muscular weakness and to the contracture which afterwards 
sets in. 

Lateral curvature of the spine (scoliosis) is common, and is probably due, 
in its earlier stages, to weakness of the spinal muscles. In some cases 
an antero-posterior curvature (kypho-scoliosis) has also been superadded. 

The peculiar deformity of the foot known as “ pes cavus ” is one of 
the most characteristic features of the malady. The foot appears stumpy 
and shortened from before backwards, and the arch is exaggerated. Along 
with this the toes are usually over-extended at the metatarso-phalangeal, 
and flexed at the interphalangeal joints, so that the extensor tendons of the 
toes, especially of the great toe, are unusually prominent. A similar 
deformity of the hand may sometimes be observed, and may be named the 
“ manus cava.” Here also there is the same over-extension of the meta- 
carpo-phalangeal, with a degree of flexure of the interphalangeal joints, most 
marked in the thumb, and producing a tendency to the claw-like hand. 

The progress of the disease is invariably in the direction of more or 
leas rapid advance of all the symptoms; but its actual duration varies 
exceedingly, since it has no tendency in itself to a fatal issue, unless it 
be indirectly from general mal-nutrition. Death is usually due to some 
intercurrent affection unconnected with the primary disease. 

Etiology. —^The causes, so far as they are known to us, have already 
been referred ter in describing the course of the malady. They lie in 
some hereditary influence as yet undiscovered, in consanguine marriages, 
and a neuropathic family, constitution. 

Diagnosis. —^In the majority of cases the diagnosis presents no 
difficulty to an observer who is familiar with the cluraoteristics of the 
disease. The family distribution of the malady, the early age of onset, 
the nystagmus and other symptoms suffice in most cases to mark it off 
frtnn ordinary tabes dorsalis Difficulty is more apt to occur in sporadic 
cases, and in cases occurring in adult life; but these are rare, and with 
careful attention to the signs and symptoms should \>e readily recognised. 

(L) From ordmanf Tabes DersaUs or Locomotor Atcam. —^Friedjwich's ataxia 
resembles ordinary tabes in the existence of ataxy and in the absence of 
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biee-jerks; ^ut it is dourly marked ofiF from it by the absence of certain 
symptoms of tabes and by the presence of certain others which never occur 
in this disease. On the one ^nd, the absence of the Argyll-Bobertson 
pupil, of optic atrop^jy, of the various tabetic crises, of t#bpldc chaises in 
jpints or skin, of affection of the sphincters or reproductive apparatvis, of 
lightning pains, and of iifipairment either of the cutaneous or muscuhu:’ 
sense, together with, on the other hand, the presence of nystagmus, of the 
c^aiacteristic articulation, of %pinal curvature, and of the peculiar deformity 
of the feet and hands, usually serve readily to differentiate the two 
diseases. Moreover, the variety of ataxy of the legs is somewhat 
different in the two diseases, as has already been explained (p. 163), and 
the %rms are garlier affected than in ordinary tabes. A^in, the age of 
the patient and the> family distribution of the disease are often of material 
assistance in the diagnosis. 

(ii.) From cerebdlar ataxia .—There is another kind of hereditary ataxia 
which somewhat resembles Friedreich’s ataxy, but differs from it in being 
dependent upon atrophic changes in the cerebellum. This variety 
usually starts after the age of 20—that is, later than is the rule in 
ordinary Friedreich’s ataxia ; the characteristic deformity of the feet and 
hands does not occur, nor is there any scoliosis. The gait is more “ cere¬ 
bellar ” in character; it is rather reeling than ataxic. The lege ultimately 
become spastic, and, most important of all, the knee-jerks are not lost. 

(iii.) From insular sclerosis .'—The presence of incoordination, the 
impaired articulation, and the nystagmus produce some resemblance to 
the symptoms of multiple sclerosis; but the articulation in Friedreich’s 
ataxia is thick, not syllabic as in multiple sclerosis; whilst in the latter 
we find exaggeration of the knee-jerks, ankle clonus, optic atrophy, and 
characteristic action tremors; and again the characteristic pes cavus of 
Friedreich’s ataxia never occurs in insular sclerosis. 

(iv.) From c4orea.—It is only those cases of Friedreich’s ataxia which 
present jerking choreiform movements that are likely to cause any 
difficulty; and even in them the absence of knee-jerks, the nystagmus, 
the characteristic articulation, the foot deformity, and other symptoms 
mark the malady off with great clearness. ^ 

Prognosis. —The prognosis, as we have already seen, is invariably 
unfavourable. Death occurs, however, not from the- disease itself, but 
from intercurrent maladies attacking the enfeebled patient. ^ 

Treatment.—In this, as in other hereditary neuropathies and 
myopathies, treatment avails but Uttle; it can only be symptomatic in 
its aLs, and carried out with the hope of cheenng the ^tient and 
retard the progress of the malady. Massage and 
be tried The patient must not on any account 

but he should be encouraged to use whatever S 

fatiiminir himself, and to go about as long as possible; for ao soon as ne 
his eAeeblement will steadily increase, and the progress of 

his malady wiU be accelerated. ^ Geaikgbr Stkwabt. 
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HEREDITARY CEREBELLAR ATAXIA 

Definition.—A cLonic hereditary disease of the nervous system, con- 
aiding in atrophy of the cerebellum without sclerosis; charaderiaed 
by an insidious onset and a gradual advance with alterations of sensory 
functions in respect of giddiness, abnormalities of vision, and sometimes 
of hearing, but especially by motor disturbance with chorw-like move¬ 
ments, impaired equilibration, and very marked unsteadiness of gai^ 
commonly attended by interference with the movements the arms and 
of articulation and swallowing, also with exaggeration of ^eep reflexes 
and ultimately spastic rigidity of muscles, the whole process unattended 
by trophic chLges; caused by hereditary influence; Wfony m death 
by advance of the disease or intercurrent maladies. 

^ Morbid anatomy.—The cerebellum presents the chief lesion. It u 
diminished in volume, but not sclerosed, the change conswtmg in a 
• 1 f rtrtViiT ftf the nerve elements. It thus contrasts markedly with 

PriSreSdiels^ in which, with or without cerebellai* lesions, exton- 
r rieoreicn s. tiosterior columns, the crossed pyramidal 

" d th. coW. of OU,.. «. fend. 
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' ;'0lDleal history.—^The onset of the malady usually fafis later than 
thsit of Friedreich’s disease. As Friedreich’s is most common before, this 
affection usually occurs after puberty. It is true that this rule is not 
aWolUte in regurd to either, but I think that it iscUearly so. Twenty, 
«thirt;f, or more may be taken as the common age for the commencement 
of this form of ataxia. ' „ 

The process sets in slowly, and it makes tardy progress. When 
fairly established the symptoms are very distinctive. Sensory chapjgrs, 
although the less important, are not awanting; sometimes there may be 
pains in the limbs or other abnormal sensations; in some cases there is 
giddiness. The muscular sense is less markedly affected than ih some 
other diseases. Romberg’s symptom is often absent, thopgh not invari¬ 
ably. Sight is often diminished, and muscular parafyses and nystagmus 
constitute marked features, especially when the eyes are turned to the 
side. The pupils, usually equid, sometimes show the Argyll-Bobertson 
symptom, but in many cases the power of accommodation is also lost. 
Marginal scotoma is frequent, sometimes very pronounced. Achromo- 
topsia, especially for green, has been noticed. 

The acuity of vision is diminished. The fundus is often pale, with 
diminution of the papillary vessel and atrophy of retina and choroid. 
Hearing has been found deficient. 

The motor functions are, however, those which chiefiy deserve 
attention. 

'The organic reflexes are usually little changed, but a tendency to choke 
in swallowing has been noticed. The superficial reflexes vary, but the 
deep reflexes are always exaggerated. Voluntary motion is much 
affected. The patient ^cannot stand steadily, for he has a constant 
tendency to chorea-like movements. His gait is hesitating and stumbling, 
and whffe the legs are chiefly affected the arms and hands do not escape. 
Articulation is interfered with in consequence of uncontp'ollable associated 
muscular action. The condition gradually becomes more pronounced, 
and after a period of years a fatal result ensues. 

Spasticity of the limbs becomes pronounced as the disease advances, 
but th«re is little tendency to scoliosis or to the deformities of feet and 
hands so often met with in Friedreich’s disease. 

Etiology.—^The great point is the hereditary transmission of the 
disease. Dr. Sanger Brown, of Chicago, traced the malady through at 
least four generations, and found that it usually attacked several members 
of each generation. He found no preference of one sex rather than the 
other, but that it descended through females four times as often as it 
did though males. Atavism he found to be rare. He thought that in 
some instances a fall or injury had determined the onset. 

Diagnosis.—(i.) From Friedreich’s ataxia. The points which dis- 
- tinguish this disease from the more common Friedreich’s ataxia are that 
it^ usually setcr in later in life (above the age of 20), that the gait is 
more reeling or cerebellar in character, that the knee-jerks are not lost, 
that the ultimately become spastic, but do not fall into the character- 
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[atic defonnitles; neithei^iB there any Bcoliosia. Anatomically it differs 
also m respect of the lesions in the central nervous system. 

(ii.) From cerebellar tumour. The diagnosis must turn chiefly upon 
the family history of Jihe patient, and to some extent up^n the mode of 
OD^et of the disease; such symptoms as have been described abofe as 
occurring in a member of tf family previously affected, and coming on in 
an extremely gradual way, is almost certainly to ^ referred to this 
calp^ry. The absence of tlft signs proper to intracranial tumour, the 
peculiar exaggerations of the deep reflexes and the condition of the 
pupils, the speech, and the tumultuousness of the movements are also 
highly bharacteristic. 

^ognosls.—From the nature of the disease the prognosis is hopeless. 

Treatment can only be palliative, and directed towards the relief of 
symptoms and the maintenance of the general health. 

T. Graingkr Stewart. 
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SYEINGOMYELIA 
Synonym .—Gliosis spinalis . 

History.— Syringomyelia (avpiyf, tube, hollow; fiveXos, marrow) w a 
disease of the spinal cord characterised by the production of a cavity 
within the cord of varyfag length. The name was given by Ollmer m 
1824 : but the condition was first described by Etienne in 1646, ““ “ 
mentioned by numerous writers on anatomy from that tame ontranL 
Portal (1804) was probably the first to ascribe a form of spinal j^ralyM 
to this lesion, on the basis of four cases which he obse^ed. From his 
time, however, until 1860 the condition, though ^cwio^y not^ by 
patSilogists, excited no interest Then with the begmning o* 

Seal stody of the nervous system various hypotheses were propo^ to 
Sun the existence of cavities within the cor^ Wnd 

A^pian, HaUopeau, Charcot and Joflroy, 

Kaff^^10) soade important JjK' over ?00 oasS 
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pathological standpoint was soon followed by their analysis from 
^ni(»l; and in 1887 Schultze (14) and E^hler (15) established 
possibility^ of dii^osing this condition during life. Their state- 
hoents have been confirmed by clinical observers aH over the world. In 
a mbnograph by Schlesinger (16) 626 references to published cases, or 
discussions of the subject are given; and Bimitrqff has added to this 
literature in a recent article in the Archiv fvr PsyclUatrie. 

Symptoms.—^The diagnosis of syringomyelia rests upon the prestos of 
three characteristic symptoms which, in the majority of cases, are present 
together. The existence of one of these symptoms alone should excite sus¬ 
picion of the possibility of the disease being present; the presenc'e of any 
two of them m^e the diagnosis very probable. These symptoms are—^ 
(L) a loss of the sensations of pain and temperatiue in any part of the 
body, tactile sense being preserved in the analgesic area; (ii.) trophic 
disturbances in the skin, muscles, bones, or joints; (iii.) progressive 
muscular atrophy attended by paralysis. 

In addition to these symptoms may appear (a) a spastic paraplegia, 
or (5) disturbance of tactile sense with pain, or (c) the general symptoms 
of transverse myelitis in case the disease invade respectively the (a) 
lateral, or (fi) posterior columns of the cord, or (y) its entire area. Such 
an extension is not uncommon, and hence these symptoms must be con¬ 
sidered as a frequent complication. 

The distribution of the characteristic B}rmptomB of the disease will 
depend entirely upon the extent of the lesion in the cord. As this 
lesion usually be^s in the cervical segments the symptoms almost 
always appear in the hands. If the lesion be limited to one or two 
segments of the cord*'the symptoms will be very limited; but if it 
extend throughout the entire length of the cord, and upward through 
the medulla and pons to the crus, the symptoms will be widespread and 
will involve the cranial nerves. The course of the. disease is a very 
chronic one, the symptoms coming on slowly at any age, and often 
reaching a certain point and remaining stationary for years—the life of 
the patient being ended, as a rule, by some intercurrent disease; though 
occasionally sudden death is caused by the rupture of the cavity. 

(i.) The disturbance of sensation, called by'Charcot dmodated anm- 
thetia, is the chief characteristic of the disease. It is a symptom which 
is frequently unknown to the patient .until it is demonstrated by the 
physician; although occasionally among the working classes, who are 
more exposed to injuries, the patient may have noticed that sudi injuries, 
especially bums, were not attended by pain. It is found upon examina¬ 
tion of these persons that pricking, or cutting, or burning, or freezing of 
the affected area is not attended by sensations of pain, or of heat or cold; 
though the sense of touch is preserved. The sense of heat may be im¬ 
pairs ivhen that of cold remams, or conversely. Jhe sense of pain is a 
great inotectibn to the body, giving warning of injury, and^Muring care 
and rest of the part; hence its absence exposes these patients to the 
risks (ff serious affections of the skin and joints, the consequences of 
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8**y. Blatter of t ^ Ba nal cord soon after their e^raoeeL: certain 
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that,^ii4iehr ebdte course from bdbd/w upward is not in the gray matter, 
Iiwinn (rf this portion in the cervical segments would 
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the analgesia (15). The accompanpng diagram is intended to show 
this relation, so far as it is at present determined (Fig. 8). It will Ibe^ 
seen that varies^ districts of the skin can be assigned to various segments ' 
of the cord. Ibe distribution of the analgesia in sruingoniyelia is usually 
irre^tilar, rarely symmetrical on the two sides. Inasmuch as the afec- 
tion is more common in the cervical region the condition of the analgesia 
is more frequently found in the hands and arms; and as it is frequently 
found that small injuries to the fingers are not attended by paiq. this 
abnormality is the first to direct the patient’s attention to the existence 
of his disease. In the early stages there is merely a decided blunting of 
the sensations of pain, and an inability to distinguish between slight 
variations of temperature; or certain sensations only are not perceived.^ 
Thus D^jerine records a case in which the thermal sense was lost for 
all temperatures above 68° F. The area of analgesia may not coincide 
exactly with that of loss of temperature sense. Parsesthesia of tempera¬ 
ture or sharp pains rarely precede the loss of sensations. When the 
disease is fully established the patient cannot distinguish between ice 
cold and boiling water, and deep incision may be made into the flesh 
without the slightest pain. 

(ii.) Trophic disturbances are a very frequent symptom in syringomyelia. 
In the majority of the cases it is evident that the origin of these disturb 
ances is some injury, wound, or bum which on account of the loss of 
pain sense had not been observed, which had therefore been neglected, 
had become infected, and had gone on to ulceration or suppuration. In 
some cases, however, it is impossible to ascribe trophic disturbances to 
such causes, and indeed the hypothesis of the existence of trophic centres 
in the spinal cord presiding over the general nutrition and the repair 
of the body receives its chief support from the facts observed in this 
disease. The skin is the seat of the chief trophic disturbances, which 
may be of various kinds. There may be localis^ hypersemia or anesmia 
of the skin; there may be changes in the perspiration, the pait being 
abnormally covered with sweat or abnormally dry; and, in liddition to 
the acute inflammations of the skin already attribute to injuries, cases of 
serous exudation with desquamation, gangrene of the skin and subcutan¬ 
eous tissue, buUffi and peculiar hypertrophies afid atrophies of the skin 
have been observed. Another trophic disturbance, which has excited 
much interest, is the appearance of painless whitlows upon the fingers 
and of small abscesses about the extremities. Morvan described a disease 
occurring in a seaport among fishermen, in which felons appeared upon 
the fingers, producing deep ulcerations and even necrosis of the terminal' 
phalanges, and were associated with other trophic disturbances of the skin 
and nails, and with analgesia. This disease, which was at first named 
after Morvan, is now thought to he a variety of syringomydia; for in all the 
cases examined after death a cavity has been fo^nd in the cord. The 
growth of the nails is commonly affected. They are hypertrophied, 
ridged, and occasionally stained. They become particularly brittle, and 
irregular in their form. 
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AflTectioiiB* of the joints and bones are very frequently observed in 
syringomyelia. In fact, there is no nervous disease in which joint affec¬ 
tions occur so commonly as complications. The shoulder, elbow, and 
wrist are the joints most commonly affected; in this resj^ct the disease 
offirs a contrast to tabes, in which the joint affections most frequently 
occur in the lower es^tremides. The character of the joint affections is, 
however, as a rule, quite similar to that described by Charcot as character¬ 
istic gf the joint disease in loc&motor ataxia—a large effusion within the 
joint with great thickening of all the tissues, and later an absorption of the 
bones with an atrophy of the joint surfaces. Schlesinger has collected sixty- 
three cAses of joint affection 
'occurring in thc^course of the 
disease, and he estimates that 
this complication occurs in 
more than 10 per cent of the 
cases. Alterations in the long 
bones are observed in syrin¬ 
gomyelia ; and spontaneous 
fractures, due to a spongy and 
brittle condition of the bones, 
have been recorded by’a niun- 
ber of observers. The joint 
affections and these fractures 
proceed alike without pain to 
th*e patient, and hence are 
often neglected for some time 
after they begin. 

In a considerable number 
of cases a marked curvature 
of the spine, eithea lateral or 
forward, and occasionally 
backwa^, has been observed. 

This has been ascribed by 
some authors to atrophy 
and weakness of the spinal 
muscles, and by others to 
actual changes in the hones. 

• Both conditions may occur. 

The spine is, as a rule, sensi¬ 
tive topressurej and deformity 

is more likely to occur in 
-the upper portion of the 

dorsal region than elsewhere. 9. —Attopliy of the anna and muscles of Uiebiwk ami 

It IS never very expensive. tho»x, wltl» lordosis, m a case of ^ngomyella. 

In a few cases the combina- j 

tion of acromegaly with the symptoms of syringomyelia has been observed, 
one of these cases having been seen at my cUnic ; but it is by no means 
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4«r^p|itt tbat this combination was more than aacidental. As the recor^ 
of the* disease have increased, its incidental association with various,. 
Oi^^r diseases^hysteria, paralysis agitans—has been recorded. Such 
MsoCiationB have no particidar significance. 

^ii.) Mvicular atrophy attended by paralym is present in more than 
half of the cases of Syringomyelia. It usuiilly begins as a progressive 
muscular atrophy in\Wing the hands, e^eci^ly the first interosseous 
muscle, then the thenar and hypothenar eminences, finally proc|)iosng 
claw-bands {main en griffe of Duchenne), and then advancing up the limb 
to the forearm, arm, and shoulder. Occasionally the sho^der muscles 
are the first affected, and then the atrophy is distributed to the* deltoid 
and scapular muscles, and later invades the biceps and supinator longus.' 
The muscles of the spine are particularly liable to be invaded by the 
atrophy and paralysis, and as a consequence curvature of the spine is a 
very frequent symptom in this disease. The legs are less frequently 
affected (12 per cent of the cases), but atrophic paralysis of the thighs or 
of the legs below the knee, with consequent contractures, has been seen. 

The exact distribution of the atrophy and paralysis depends upon the 
extent of the lesion in the varioirs segments of the cord. In a table 
given on pages 194, 195 (in the article on “Poliomyelitis anterior”) the 
relation between the various muscles of the body and the various segments 
of the cord is shown. It is therefore evident that from the muscles 


invaded in any instance we may infer the extent of the lesion. The 
atrophic paralysis of the muscles is frequently attended by fibrillary 
contractions and tremors, and by a gradual diminution in the mechanical 
and electrical contractility of the muscle. It is not until the last stage 
of the disease, when the muscle is extremely atrophied, that it presents 
the reaction of degeneration. 

(iv.) The spinal reflexes may be disturbed in this disease. When the 
symptoms are located in the arms, elbow and wrist eeflexes are absent, 
while the patella reflex is, as a rule, increased If, however, the disease 
invade the lumbar region of the cord the patellar reflex may be lost on 
the side of the lesion. 


In a few cases in which the sacral region of the cord has been dis¬ 
eased a loss of control of the bladder and rectum bccurred. 


(v.) The spinal centre of the cervical sympathetic nerve lies in the 
first dorsal segment of the cord, and, as this segment is most frequently 
affected, symptoms of paralym of the sympalhetic of one or both sides are 
commonly to be detect. They are a narrowing of the palpebral fissure, 
a retraction of the eyeball, sluggish pupillary action with imperfect dilata¬ 
tion, a flattening of the side of the face, and a defective secretion of sweat. 

(vi.) The extension of the disease to the medulla may cause symptoms 
referable to the implication of the cranial nerves. Atrophy with fibril¬ 
lary tremor in the tongue and facial muscles, ocular palsies with nystag¬ 
mus, and duBociated anaesthesia of the face and head have been observed. 
Ill a few cases paralysis of the vocal cords, disturbances in the act of 
swallowing, difficulty of respiration, and irregular heart action indicate 
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tl»t the vagus centre is affected. These symptoms are most serious, as 
^udden death commonly ensues ( 26 ). 

The course of the disease is a chronic one. It advances slowly some¬ 
times after an injuiy,«nd the s}rmptoms are well establilhed, as a rule, 
before the dise^ is recognised. The patients remain for months*in a 
stationary condition,,or the* paralysis slowly increases until they are dis¬ 
abled. The symptoms may finally extend to the entire body, though this 
is aa^. Death occurs either* from extension to the medulla, or from 
cystitis or bedsores, or from some intercurrent affection; in rare cases 
sudden death has occurred unexpectedly from a rupture of the cord allow¬ 
ing an Escape of fluid from the cavity. 

The followii]g histories of cases of syringomyelia under my observa- 
vation at the Vanderbilt clinic illustrate the usual symptoms and course 
of the disease :— 

1. P. S., of healthy parentage, noticed in March 1896, when he was sixteen 
years of age, that he was becoming weak and clumsy in his hands, that he was 
dropping things unintentionally, and was losing strength also in his arms. These 
symptoms were noticed in the left arm before they were in the right They 
were not attended by pain or any noticeable sensory disturbance. It was noticed 
that his hands and arms became gradually thinner as they became weaker, and 
the emaciation soon extended to his body, especially about the muscles of the 
chest and back and scapulee. He was not aware of any sensory disturbance 
until the time of his first examination at the clinic in January 1897. He 
had had no trouble in his bladder or rectum; nor any symptoms in his legs, 
excepting a slight weariness on any exertion ; but he had noticed that his 
back had gradually become crooked, the right side pf his body appearing to 
bulge. It was evident from the history that all his symptoms had made such 
gradual progress during the past year that they had not attracted much atten¬ 
tion until his inability compelled him to quit work. 

Examination in January 1897 showed a very marked condition of atrophy, 
with corresponding paralysis in the muscles of both upper extremities, chest, 
scapulae, and thorax, as shown in the picture (Fig. 9). No muscle was entirely 
paralysed, but all the muscles were extremely weak ; they presented fibrillm-y 
contractions on exposure to cold or on percussion, but did not show any reaction 
of degeneration The ati«phy was extreme about the muscles of the scapula; 
and in the deltoids and upper part of the arms. The muscles of the thorax and 
back were markedly atrophied, so that a lordosis was very evident, causing 
peculiar motions of balancing in the act of walking. The atrophy was about 
equal on both sides. The biceps was less atrophic than the other muscles of 
the upper arm ; the flexors and extensors of wrist and fingers, and thenar and 
hyperthenar muscles, and interossei of the hand were very decidedly atrophic. 
The lower portion of the pectoralis major on both sides was' preserved, but the 
upper part was atrophia The interossei and the muscles of the back were very 
atrophic. The muscles of the abdomen and legs were not in any way affected, 
but the knee-jerks wer^very much exaggerated, and there was ankle clonus on 
both sides Tfae elbow and wrist reflexes were lost Face was nftrmal. Sensar 
tion to touch was preserved in all parts of the extremities, body, and thorax; but 
sensation of heat and cold, and of pain, could not be elicited over the regions 
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Bhown in the diagram (Fig. 10). The loss of pain sense was somewhat less esten- 
sive the loss of sensation to heat and cold on the back. This patient was 
oheerved very carefully in St. Luke’s Hospital for six months, there being little 
or no change in'his condition. r 

9. A feeble, poorly-nourished woman, aged twenty-eight, of good family 
history, and without syphilis or previous illness, excepting an attack of cerebro¬ 
spinal meningitis at the age of six, first noticed the beginning of her prewnt 
symptoms in 1879. Then she suffered from numbness and cold in her right 
hand, and soon found the hand growing weak and thin, and also quite iCsensi- 
tive to pain. These symptoms gradually extended up the arm and invaded th{ 
shoulder, and the muscles of the thorax and scapula ; the skin of thpse partf 



Fio. 10.—Area of analgesiE and tbermo-anieathesla In a case of syriiigoinyelia. 

of themio-aiiiesbheala; dots show area of analgesia. 


Lines show area 


becoming insensitive as the muscles atrophied, ks the muscles became wMk 
about the thorax, lateral deviation of the spinal column set in, the convexity 
being to the right The hand assumes and retains the position of 'main en griffe, 
although the rigidity, which she says was present during the first two yeara, 
has now entirely passed away. The entire upper extremity has been wholly 
useless for four years. She has always noticed a trembling of the muscles. 
Within three months of the onset she had a bad burn on the arm, which was 
three months in healing, but gave her no pain. In July 1888 she had a 
peculiar attack -.—while standing quietly she suddenly felt a numbness and 
rinffling in the right arm, beginning at the elbow and extending up to the 
shoulder, neck, and face, with a feeling as though her,Ace were to the 

right side ; tttis was attended by headache and vertigo, so tlmt>» she felt finnt, 
and had to sit down for a few minutes, and afterward felt quite weak for some 
da^a She has suffered from no other symptoms, and had no return of the attack. 
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Condit%on*September 18g5.—The eyesight is good, the optic discs are normal, 
and there is no insu£Sciency of the ocular muscles ; but the right pupil is 
smaller than the left, and the right eye is less widely opened, the upper lid 
falling slightly, and th^ eyeball being apparently slightly retiacted. There is 
no facial or lingual ^resis, but in the right half of the tongue there is a lyarked 
tremor. The sensation on the right side of the face, as regards temperature 
and pain, is less acuta than on the left side, and cotton feels differently, as she 
expresses it, “ rougher ” than on^the left side. Pulse and respiration are regular 
aMcormal, and she has never noticed polyuria. The right upper extremity, in¬ 
cluding the muscles of the thorax, scapula, and back, is completely paralysed 
and very much atrophied, but does not exhibit the reaction of degeneration. 
The deltoid and palmar muscles are chiefly affected, and their faradic excitability 
is diminished. , Galvanic excitability is also diminished; for example, in the 
deltoid K(X! = 4nia., AnCC = 7ma. The trapezius is affected, and thesupraspinatus 
also, the latter being totally atrophied. The scaleni and splenii are not involved. 

The wall of the thorax is markedly thinned. The lateral deviation of 
the spine with elevation of the right shoulder is not due to caries, as it is 
not fixed, and there are no painful points; it is the result of muscular 
weakness in the spinal muscles. The arm hangs motionless, and all the 
muscles are relax^ ; the only movement possible is a very slight flexion 
and extension at the elbow; the hand is in the claw position. Constant 
fibrillary tremor in the atrophied muscles is evident. No reflexes can be 
obtained in the arm. Sensation is very much impaired in the entire arm and 
upper half of the thorax. Temperature and pain sensations are suspended, 
but contact is perceived. Tactile sense, however, is somewhat less than on the 
other side ; but muscular sense is not at all impaired. She feels pressure, and 
knows at once the position in which the fingers or forearm are placed. She can 
appreciate very slight differences of weight very accurately. The entire ex¬ 
tremity is cold to the touch and cyanotic, the skin is mottled, and various scars 
give evidence of previous ulcerations and bums, which do not appear to have 
given her much annoyance, probably because they were painless. The fingers 
do not appear to smaller than those of the other hand, but the growth of the 
nails is impaired, and they are very brittle. She does not perspire on the right 
side. The left arm is not paralysed, but is insensitive to heat. The right 
arm and forearm are each 1^ inches less in circumference than the left one. 
The right breast is less full, fat, and firai than the left one. The right 
leg does not appear to^be at all weak or atrophied, but the patellar tendon 
reflex is very much exaggerated, and ankle clonus is easily obtained. The 
sensation in the right leg differs slightly from that in the left leg, cold and heat 
being more acutely felt, and the cotton feeling, as with the face, rougher on that 
side. The only symptom in the left leg is a slight increase in the patellar 
tendon reflex. No other symptoms. Condition stationary until 1894, when she 
died of pneumonia. No autopsy. 

Patho l o g y.—^The post-mortem appearances in a case of syringomyelia 
are very characteristic. The spinal menin^ are normal. The contour 
of the cord is sometimes irregular, owing to a bulging at some places, or 
a retraction at othe? places; or it appears at places flattened and very 
small: sometimes it is not altered. Fluctuation may be detected by 
palpation. Usually a rupture occurs in the process of removal of the 
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cord, and the fluid, a clear serum, runs out,rleaving the'^ cord partly 
collapeed. It is then evident that there is a long cavity within the cord, 
usually near the central canal, but sometimes so extensive as, in a cross 
section, to leavj merely a thin ring or wall of cord> tissue. Sections of 
the cozd at various levels will demonstrate that this cavity extends for 
some distance through the cord, and that it ybries ip size and shape at 
different levels. The usual situation of the cavity is in the lower cervical 
and dorsal regions. In some cases it is shbrt, not involving more ^th'in 
flve or six segments; in others it is long, extending through the entire 
length of the cord and upward into the medulla and pone. Sometimes 
two or three separate cavities have been found at different leveH. All 
possible variations have been observed in different cases. ^.In some cases ^ 
a tumour has been found on one side or within the wall of the cavity, as 
shown in the plate on the opposite page. 

When the cord is hardened, cut, stained, and examined microscopically, 
it presents certain characteristic appearances. The cavity may be of 
any size or of any shape, but lies chiefly near the central canal behind 
the anterior commissure, or in the posterior central gray matter, or in a 
posterior horn, or in both horns of the dord. In some cases it invades 
the central gray matter and aoterioif''horn or horns, but it is rarely 
symmetrical in its invasion of the cord tissue on the two sides. In. some 
cases the gray matter is entirely replaced by the cavity; in other cases 
the cavity has invaded the. white,columns of one or both sides. The 
posterior coliunns are more frequently invaded than the lateral or anterior. 
In the most extreme cases it appears as if all the cord tissue had been 
destroyed; the cavity is then surrounded by a thin wall forming its sac, 
and no trace of gray or white substance remains. The wall of the cavity 
is smooth, but here and there papillary projections occur upon it. 

The cavity is usually surrounded by a zone of thick neuroglia tissue 
which stains deeply with carmine and hsematoxylin, is .unstained by the 
Weigert hsematoxylin stain, is deeply stained by the Weigert neuroglia 
stain, and by the Golgi stains. The thickness of this neuroglial wall 
varies in different cases. Its structure is more dense near the cavity; 
but it is thinner in the adjacent parts, and fades away into the normal 
cord, not usually having a sharp boundary. Under a high power of the 
microscope it is seen to be made up of flne fibres, of nuclei, and of small 
and large neuroglia cells, a few of which are seen, in some cases, to be in 
a state of vacuolisation and progressive liquefaction, and to be breaking 
do4n. A fine filamentous network, containing spider cells and spindle- 
shaped cells with long processes and many nuclei, extends outward Into 
the nerve-tissue—the appearance being that of a partial infiltration of the 
nortUal cord by gliomatous elements, the degree oi^rhich is greatest near 
to the wall of the cavity. Such an infiltration of the cord with cells is 
also found in the segments above and h^low the Ijmits of the cavity, 
especially aboutthe central canal. The cavity frequency occupies the place 
umslly taken by the central canal. Sometimes it is seen to communicate 
Vrith the remains of the central canal, when some epithelial elements 























may be found*in its wall • In other cases the canal is ptished to one side 
and lies in the wall of the cavity. In a few sections there may appear to 
T>e two cavities side by side; but a careful examination of sections above 
or below will show thitt one of these is really a diverticAum from the 
m^n cavity. The cavity itself is never entirely lined with cylindtical 
epithelium; but in a^few dtses one side of it was so lined, and in these 
there was a manifest absorption of the original central canal into the 
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new cavity, with more or less proliferation of the lining epithelium. A 

few caies have been described in which a true glioma or sarcoi^ filled 

in the cavity, being an evident outpiwth from 

Changes in the blood-vessels of the cord are sometimes 

few eSfiUaries are to be seen in the wall of the cavity; but outs de of 

it, in the adivent pafts of the cord where the infiltration ^ “J ® 

and nuclei is’seen, the vessels are more 

calibre is larger, and they are more tortuous than usual. In some cases 









distinct thickening of their walls has been notic^. Ckipillar^ hsemorrhages 
are often found within the gliomatous stractitre. 



Fio. la—Ltunbar enlugement. (From Fraiit, Farta ^Blr.-T. 189&) 

1. It has been supposed that sTringomy^lia always originft6B in a 
cbngtfnital defect in the development of the sfanal cord. It Wi been 
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thought that during foatal life and early infancy the central canal 
of the cord may be unduly distended by fluid, thus remaining as an 
unusually large cavity within the cord, around which cavity thei’c is 
a subsequent prulifesation of the embryonal epiblastic ’elements, or a 
thickening of the normal glia tissue, which is known to be more abun¬ 
dant in this situatiogi than elsewhere in the cord. Such a cavity is lined 
with epithelium, and is recognised by many pathologists under the name 
o£a“^ydromyelus.” But sonfe believe that hydromyelus may pass into 
syringomyelia, by the proliferation of glia cells, the invasion of the 
normal tissue, and its subsequent breaking down. Thus they explain the 
admitted fact that tha degree in which the cavity in syringomyelia is lined 
by cylindrical fpitheUum is variable. Others hold that in the closure 
of the central canal dpring embryonal development a portion of it is shut 
off from the main canal so as to leave a subsidiary canal in the posterior 
septum of the cord, lined with epithelium, and surrounded, as is the 
normal central canal, by epiblastic tissue which subsequently proliferates, 
constituting a neuroglia hyperplasia, and then breaks down. Those 
who hold this opinion, therefore, ascribe all cases of syrinpjmyelia to a 
congenital malformation of the co^, and believe that the cavity of syringo¬ 
myelia has a necessary relation to the normal central canal, and usually 
communicates with it. 

2, Another view of the disease is that the normal gha structure of 
the spinal cord, which is most thick about the central canal, undergoes a 
proliferation from some unknown cause—possibly an irritant poison in 
the fluid of the central canal (1); that this gliomatous new struc^re 
extends outward into the adjacent tissue, both into the gray and white 
matter, and subsequently breaks down in its centre, fhe^ cells becoming 
liquefied and disintegrated; thus a cavity originates within a gliomatous 
This cavity at its origin has no necessary relation to the central 


canal: but inasmuch as the gliomatous proliferation begins, as a rule, near 
to the canal, the cavity usually breaks into the central canal, and tons 
makes a communication with it. The wall of the cavity is described as 
consisting of hyperplastic neuroglia with larger and snmller branching 
neuroglia colls, and small spheroidal cells and oval cells lying in a network 
of fibres, at places closely packed together, at places loosely arranged ; so 
that it has a porous meshwork structure. This forms a sort of limiting 
membrane for the cavity, but beyond it within the nervous tissue there 
is an infiltration of glia cells. These cells are seen to be in a state of 
liquefactive degeneration both in the wall of the ca^ty and elsewhere. 
In some cells the nucleus is attached to or surrounded by the homo^ne- 
ous remains of the cell body. Some cells are ranve^ into racks of 
fluid. Thus there is a manifest tendency in the gha cells to bre^ down, 
and the cavity is the result of such disinte^tion. Th^e who t^s 
opinion have namedjthe disease spinal gliosis, belie^ng tlm glm prolifera- 
to bTtke essenSal factor in the pathology. Some of these writers 
coimider this an inflammatoiy process (18); others (2) deny anything 
more than a simple hyperplasia. 
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Investigations of Weigert (33) upon tbe structure of neuroglia seem 
to establish that new formations of glia may be either cellular or 
fibrous in structure. If cellular, the new formation is a true glioma, 
such as is fou^’icl in tumours of the brain or spinal cord; and in such 
a glioma fibres are few. Weigert calls attention to the fitct that this is 
not the structure of the glia tissue about the dhvity qi syringomyelia, but 
that the neiuoglia found around this cavity consists almost exclusively of 
glia fibres with few cells; and that these fibres, though extending in ^11 
directions, are chiefly vertical in their course. Miura also has shown the 
sharp contrast between ordinary glioma, even glioma containing a cavity, 
and the gliomatous condition of the cord in syringomyelia. Weigeft holds 
that the neuroglia is merely a substance prr^uc^ by natpre to take the 
place of the nerve-tissue which has been destroyed, and that its proliferation 
is always a sign that the nerve-tissue has primarily disintegrated. Such 
destruction of nerve-tissue would therefore, according to his view, precede 
the formation of gliomatous tissue; hence he wholly discards the hypo¬ 
thesis of syringomyelia to which the name spinal gliosis has been applied. 
Weigert says, “ Many authors believe that the essential lesion in syringo¬ 
myelia is the formation of a tumour followed by softening and the formation 
of a cavity. It is admitted that there is a growth of neuroglia of the 
typical fibre-type about the cavity. But this fibre mass, devoid of cells, 
does not resemble a glioma, and there is no reason to believe from the 
mere presence of neuroglia that the cavity is not a congenital or acquired 
abnormality of the central canal. There is a thick cluster of neuroglia 
fibres normally about the canal. By the pressure in this enlarged canal 
the nervous tissue may be destroy^, and hence a growth of neuroglia 
fostered. If the pressuse increases the neuroglia may also be destroyed, 
and in its place about the cavity a hyaline formless mass may remain. 
The gliosis is not the essential feature, it is only a secondary result ” (34). 
Turner (31), however, has described a case in which jhere is a gradual 
and direct transition between a true glioma and a gliomatous infiltration 
of the cord with the production of a cavity. 

3. Many authors have observed, subsequently to disease of the spinal 
arteries, the formation of cavities in the coiri, in their situation in¬ 
dependent of the central canal. Thus Muller atid Medin. have seen a 
cavity in the gray matter of the cord with walls of normal nerve-tissue, 
with no signs of inflammatory disease or of proliferation in the glia; the 
size of the caWty corresponding in situation to the degree of endarteritis 
in the spinal vessels, and having no definite relation to the central canal. 
Wieting has described a cord containing numerous cavities due entirely 
to the low nutrition and consequent necrosis of the nerve-tissues from 
disease of the spinal arteries in connection with meningo-myelitis. It has 
been thought by Kronthal that lymphstasis within the cord, and conse¬ 
quent necrosis produced by transverse compression of the cord, may lead 
to the formaticn of cavities which may or may not communi<^te with the 
central canal; but this surmise is doubtful, since compression by tumours, 
or after Potts’ disease, is not found to cause cavities. The suppositidn 
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that a cavity in the cord stay be due to a diseased condition of the blood¬ 
vessels seems proven for some cases; but such cavities do not resemble 
those of syringomyelia, and the suggestion finds little support in Weigert’s 
hypothesis regarding ithe function of neuroglia. For if this hypothesis 

correct, a neuroglia growth would occur to replace the disintegrated . 
nerve-tissue, and in,the a^empt of Nature to fill up the empty space 
would be thickest about the cavity. Necrotic cavities, however, rarely 
have,^ well-marked wall. ' 

4. Van Gieson has recently described a condition, which he calls 
hemato-myelo-porus, of perforating haemorrhage in the cord, with the 
production of a long, narrow cavity. Such a cavity is occasionally 
surrounded by thickened glia tissue. Van Gieson shows that some cases 
which have been descHbed as syringomyelia have really been old cases of 
haemorrhage. Turner and Mackintosh point out that the presence of a 
fibrin-like material, which they describe in some of the cavities in several 
causes of gliomatosis of the cord, suggests that haemorrhage assists in the 


formation of these spaces. 

It seems evident, therefore, from a review of these various hypotheses, 
that cavities may be formed within the spinal cord under varying circum¬ 
stances, and by various pathological processes. First, from congenital 
defects of development; secondly, by a disintegration subsequent to a 
neuroglia proliferation, either of inflammatory origin or of spontaneous 
occurrence; thirdly, as the result of retrograde metamorphosis of tissue, the 
nutrition of which is impaired by obstruction to the circulation; fourthly, 
by actual destruction of the cord by hsemorrhage. 

Lastly, there is not wanting a hypothesis which would trace it .to 
bacteriological infection. Prus, from careful study of Morvan’s disease, 
reaches the conclusion, which several authors had already announced, that 
Mon'an’s disease and syringomyelia are identical. He calls attention, 
however, to the fact that Zambaco, after a careful study of Morvan’s 
disease, declared it to be identical with lepra ansesthetica, the bacillus of 
which can be recognised. And he appears to be willing to admit that 
the three diseases are, in fact, due to the same cause, namely, an infection 
of the nervous system by a germ which, in the lighter forms, attacks the 
peripheral nerves only,%nd in the more severa forms attacks the spinal 
cord. In this view the neuroglia formation is set up by the irritation 
of the bacUlus, and the cavity is due to the disintegration of the glioma- 
tous substance. This hypothesis is strongly combated by Babes, who 
has observed six oases of leprosy in which the bacilli were found in the 
cells of the cord, but in which there was no lesion resembling that of 
svrineomvelia. The time has not yet come to establish conclusively any 
one of these views of the origin of syringomyelia. In fact, until ^es 
are observed at the onset of the diseare, as well as after a long duration, 
no bniiia for a conclusion can bo established. . 

When the cavity has existed for some time it is not. uncommon to 
find evidences of ascending and descending degeneration in the wlumns 
of the cord, which are secondary either to pressure, or to the destruction 
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of tissue at its point of maximum extent. Diegeneration‘^in the motor 
nerves Mid atn ^7 of the muscle fibres we also parts of the lesion in this 
disease. The various trophic disturbances in the bones and shin also 
require mentiofi. 

Magnosls.—When the three characteristic symptoms already de¬ 
scribed are present in any case there is no question regarding the diagnosis 
of syringomyelia. In the early stages of the disease, however, before all 
three symptoms appear, other spinal affectiOns may be suspected. Thus 
many cases are regarded for a considerable time as cases of progressive 
muscular atrophy, or of chronic anterior poliomyelitis \ and it is only on 
the appearance of the peculiar sensory disorder, or of the trophic syfiiptoms 
in the shin or bones, that the first diagnosis becomes questionable. In 
other cases the early suspicion may be of tabes, especially if the disease 
be located in the lower part of the cord; for then the pains, especially 
the burning sensations, the disturbances in temperature and jiain sense, 
and the pareesthesia, with trophic disturbances in the joints and loss of 
tendon reflex at the knee, may suggest tabes, even though ataxy be not 
manifest. Then it is only when atrophies of the muscles and paralysis 
concur that syringomyelia is suspected. The diagnosis from amyotrophic 
lateral sclerosis may be made from the fact that in this disease tWe 
is an increase of mechanical excitability in the paralysed muscles, an 
increase of reflex action, an early appearance of a spastic gait, an absence 
of sensory symptoms, and little tendency to trophic disorders. 

A general myelitis or a disseminated myelitis may be diagnosed in cases 
of syringomyeli^ when both motor and sensory and trophic disturbances 
are present; but the lack of symmetry of the sensory disorders and the 
peculiar preservation of tactile sense in syringomyelia should enable the 
observer to avoid this mistake. It is, however, to be remembered that in 
some cases the two diseases occur together (9). 

While it is true that syringomyelia has a close ^alogy to tumour 
formation in the spinal cord, especially to glioma, it is to be remembered 
that tumours of the cord are usually limited in extent to two or three 
segments; that they produce more widespread symptoms than syringo¬ 
myelia, especially in the body below the level of the lesion j t^t the 
symptoms resemble those of a transverse myelitis<Of rapid onset, and that 
in spinal tumours pain of a severe character is a constant symptom. The 
course of the disease, steadily progressive in tumour, may aid the diagnosis 
when symptoms are ambiguous. Pachymeningitis cervicaUs (vol. vi p. 533) 
may give rise to somewhat similar symptoms in the arms •, but the severe 
pain in the neck, the rigidity and the fixed posture, the absence of dis¬ 
sociated anmsthesia, and the lack of trophic disturbances, will prevent'any 
mistake in diagnosis. 

Syringomyelia presents some of the features of bulbar palsy when the 
cavity inodes the medulla and pons; but the cavity is rarely confined to 
the medulla and pons, and hence in s 3 rringomyelia tlie symp^ms are not 
exclusively bulbar: thus is aflforded a point of distinction between the 
two diseases. 
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Prognosis. —The progiiosiB as to recoveiy is unfavourable; but inas¬ 
much as the disease rarely progresses beyond a certain point it cannot be 
considered dangerous to life. 

Treatment. —No semedy is known which will airest tie pathological 
process. The sjmiptoms are to be treated as they arise—the para^sis, 
for instance, as in an,terior ^liomyelitis. The trophic disturbances may 
often be prevented by, care; and, if they occur, are to be treated by rest, 
bytfi^hanical appliances, or*by surgical measures. The sensory loss 
cannot be remedied by faradic applications. It is to be remembered that 
the disease often comes to a spontaneous standstill, so that remedies of a 
constitubionaJ kind are not to be implicitly trusted, even though they 
appear to arrest^it 

M. Allbn Stake. 
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AMYOTROPHIC LATERAL SCLEROSIS 

This affection was described by Charcot, in 1872, as a definite disease. 
He distinguished it pathologically, by th% presence of sclerosis of 4he 
lateral columns of the spinal cord in addition to atrophy of the anterior 
horn cells; clinically, by rigidity of the limbs and increase of the deep 
reflexes, phenomena which precede the atrophy of the musclek The 
atrophy was regarded as secondary to the lateral scleipsis, and hence 
these cases were called deuteropathic, in opposition to the protopathic 
cases of progressive muscular atrophy. 

Etiology.—^Women are more often affected than men. The age of 
liability varies from 25 to 50, but most patients are over 30. 

As a rule, no cause can be given unless it be cold from exposure, and 
privation of food; a few cases have been attributed to injuries, such as 
falls on the back. 

Symptoms.—^According to Charcot’s description the first symptom is 
rigidity, which begins gradually and invades the upper limbs first. This 
is attended by pains in the arms, which are rather acute, and sometimes 
by tingling. Soon afterwards, or almost from the beginning, the patient 
complains of some weakness of the upper limbs with a slight general 
emaciation of them, but without the particular atrophies of progressive 
muscular atrophy; yet the wasting is not suflicient to account for the 
loss of power. From two to nine months later the lower limbs also 
become rigid, but this symptom is not followed by atrophy, as in the 
upper limbs; this phase is called the second period. Lastly, symptoms 
of bulbar paralysis occur, forming the third period. r 

From the above classical description of Charcot there is much departure 
in different cases, according as the upper or the lower segment of the 
motor tract is the more aflected; moreover, the atrophy is not invariably 
deuteropathic, that is secondary to sclerosis, as in some cases the atrophy 
appeara first. 

There are then two chief classes of cases, namely:—A. cases which 
begin with symptoms of sclerosis of the lateral columns, and which 
are followed by muscular atrophy either coming on gradually after some 
months, as in the above description, or occurring almost at the same 
time as the lateral sclerosis; B. cases which begin with muscular atrophy, 
and subsequently present symptoms of lateral sclerosis, especially in the 
legs. 

The muscular atrophy in the above cases may begin in the hands, or 
in the face and tongue, but rarely in the legs. ,. 

A. In the first group of cases the x>atient complains of general weakness 
and inability to do as much as usual ; and in some instances he complains 
of a certain amount of stiffness in the limbs. On examination it is found 
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that the deep reflexes all»over the body are increased. The knee-jerk is 
excessive on both sides, ankle clonus may also be obtained; and on 
striking the lower end of the radius, when the elbow is flexed and 
relaxed, the tap is fallowed by a smart flexion at the joint. It is in 
these eases tlmt the deep reflex of the lower jaw is obtained, a condition i 
which, I believe, I, was the first to observe, in 1881, in a case of 
amyotrophic lateral sclerosis in a woman who had spontaneous clonus 
ofstJie lower jaw. This reriex is best obtained by laying the finger 
transversely on the ibwer jaw just above the chin,—or placing it on the 
teeth of the lower jAw when the mouth is opened,—^and then tapping 
downwards on the fingers with a percussion hammer, or with the finger 
of the other hand. Another method is to place a paper-knife on the 
molar teeth of one side and to tap it. If the reflex is increased a smart 
contraction of the masseters is produced, and in extreme cases a 
rhythmical clonus can be produced by keeping up pressure downwards on 
the lower jaw. This marked symptom shows that the sclerosis affects 
the pyramidal tract as high up as the level of the fibres going to the 
motor nucleus of the 5th cranial nerve. I have never seen clonus of the 
lower jaw in cases of any other class, except once in a case of hemiplegia. 

There is also stiffness in the joints of the upper and lower limbs, and 
some general weakness in consequence; so that all movements are per¬ 
formed with diminished power. 

Definite atrophy may not occur for some time, and then it may only 
affect the tongue (as in the case described on p. 178); or again the muscles 
may begin to waste very soon after the beginning of the illness. In the 
upper limbs the small muscles of the thumb are affected first, then the 
interossei and the miiscles of the little finger. The order in which the 
muscles of the upper limb are involved is the same as in progressive 
muscular atrophy. Each muscle wastes very gradually, and the separate 
fibrils in each are«uccessively attacked. 

The atrophy of the muscles is attended by fibrillar contractions, 
which are most marked in the muscles in which the degeneration is just 
beginning. 

The electrical reactions are mixed and similar to those obtained in 
progressive muscular afrophy. To the faradic cuirent the muscles react 
as long as there are any muscle fibres left, but with increasing weakness; 
while to the constant current they give the reaction of degeneration, 
namely, a contraction with a slow response and one better obtained 
with the anode closure cmrent than with that of the cathode. 

Owing to the rigidity and contracture of the non-atrophied muscles, 
the positions assumed by the upper limbs are more characteristic than in 
progressive muscular atrophy; thus the fingers are bent in on the 
palm^ the wrist is flexed, the forearm is pronated, and the elbow semi- 
flexed, while the hipaerus is kept stiffly close to the chest wall. In 
other cases, wwing to atrophy of the interossei, the handS are markedly 

The muscles of the neck may be attacked later, so that the chin 
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iF^pMi. to the lower limbs, the ehief symmtota ia that of r^dity* 

-aiMm, an(f' it is oot usual for them to andergo atropliy 6f their 
'fot^kfiee. ' He patieot walks in a spastic manner, having great difficoky 
fo l^ing the feet off the ground, so that he dn^ thpm along after 'him, 

he cirouinducts the leg, scraping the toes along the ground. 

. FOrtiimnore, the patient is particularfy liable to have early hplbar 
symptomi^ due to disease of the motor nuclei in the medulla oblongata. 
The lower part cff the face is especially affected, including the muscles of 
the mouth, the depressors of the lower lip, the elevator of the chin, and 
the orbicularis oris. The elevators of the angle of the mouth and upper 
lip are commonly involved. The tongue, the soft palate, and the vocal 
cords suffer, and in some cases the muscles of mastication. The upper 
face muscles, including the frontales and orbiculares oculorum, are not 
attacked. The wasting is preceded by a certain amount of rigidity 
of the lower jaw and by the presence of the lower jaw-jerk or jaw 
clonus ; otherwise the symptoms of palsy are the same as those occurring 
in ordinary chronic bulbar paralysis, and they are described under that 
heading (p. 226). 

The muscles of respiration, especially the intercostal and abdominal 
muscles, are apt to be involved, and thus the breathing may become 
almost entirely diaphragmatic. Moreover, the patient is liable to attacks 
or “crises” of suffocation or difficulty of breathing, and to cardiac 
troubles, such as increased rapidity and irregularity of the action 
of the heart, syncope, or sudden death. These symptoms are probably 
due to a lesion of the ccdls of the pneumogastric nucleus. 

Sensation in these cases is never affected, although the patients complain 
of numbness and pain; tropho-neurotic changes do not occur. 

The mental condition is characteristic. The appearance of the face 
is sad and melancholy, but as a rule these patients are exceedingly good- 
tempered in spite of their dreadful plight; they are also “ emotional,” 
and laugh and cry irrationally. 

The arms go on wasting till there are no muscles left, or very few, 
and in this condition the rigidity has been observed to diminish, owing 
probably to the absence of muscular fibres which are able to contract. 

The sphincters are never affected, unless it be at the very end of the 
disease. 

As an instance of the condition in which the rigidity precedes the 
atrophy by a long interval, the following, which I have lately seen, is a 
very definite case of the disease as described by Charcot:— 


The patient was a girl aged 25. There was no hereditary history, and no 
cause was given. The onset was gradual, two years ago, with general weak* 
ness in both legs; for one year weakness had invaded both arms ; for nine 
months speech had been affected. The weakness is said to have been' followed 
by stiffiiess. At present she has rigidity of the whole body and limbs, with 
increase of all the deep reflexes, including lower-jaw clonus, rectus clonus, and 


_ 

Bie aU. executed eldwly. The tongue 
ie wflwt^ it piMahti fibrillar tieaiors, and it cannot be protruded beyond the lips. 
She < 9 ;!UiQt:pttr«e up the mouth. W^ith the exception of the tongue and lips 
there it -fU> atrophy of ^he muscles; the hand muscles are snidl, but she can 
perform all moy^ents yrith them, though very slowly. She speaks slowly edso, 
witB a nasal voice, and witlr very great difBcnlty and effort, and is almost 
unintelligible; the softTipalate does not move in phonation, but to reflex action, 
as tidding, it is very active and occurs very suddenly. 

%#aUowing is not ^ected. All the muscles react well to iaiadism and 
galvanism, and £CC>.4^^> though the lips and tongue react very weakly to 
both cuixents. At prefent, though she can perform all the movements of the 
legs, she is unable to wsdk owing to the rigidity. 

The importance of the above case is the length of time that has 
elapsed between the Onset of the symptoms of lateral sclerosis and of 
those of muscular atrophy; for though it is not possible to determine the 
exact time when the atrophy of the tongue set in, it is certain that now, 
after two years, the tongue and the lips are the only parts which show 
signs of progressive muscular atrophy. The slowness of the movements and 
the weakness in the limbs are due, therefore, to the lateral sclerosis, and 
not to affection of the anterior horn cells. This is well shown in that, 
although the movements of the limbs are slow and she cannot co-ordinate 
her muscles for complex movements, there is no simple movement which 
she is unable to perform; and she can execute all the movements of the small 
muscles of the hand. The same distinction is seen in the soft palate; for, 
although it does not move in phonation, it acts fully to reflex irritation, 
showing that the motor cells in the medulla suppling the levator jmlati 
are not yet invaded. Hence this is a case of general lateral sclerosis 
which after the lapse of two years has been followed by atrophy in the 
muscles of the tongue and lips only. 

B. The second-class contains those cases w'hich begin with atrophy 
either in the hand or the mouth, and show signs of hiteral sclerosis 
subsequently. 

I can best illustrate the chief symptoms of this class by describing a 
case which I published in Brain (Part xix. 1882):— 

A rniin aged 36, after much worry and exposure to cold, felt a numb¬ 
ness in both hands, followed in a month by bulbar symptoms, so that speech 
and swallowing became difficult Six months later, when he was examined, 
the »Tnall muscles of the hands were almost entirely gone, and there was marked 
wasting, with fibrillar tremors of the extensors of the fingers and of the deltoids; 
but he could move all the joints with the exception of flexing the fingers. 
There was no rigidity of the upper limbs, and the muscles were quite 
flaccid ; on the other hand, the lower limbs felt to him weak, and he walked 
stiffly The bulbar synjptoms gradually increased, and the wasting of the arms 
proOTtesed as an an ordinary case of progressive muscular atrftphy ; the legs 
become more rigid and the knee-jerks and ankle clonus increased, but without 
any decided wasting, untQ two years from the onset of his illness, when he 
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be<;ame unable to walk from ri($idity and leg weak^esa He dieS suddenly, 2^ 
yean after the onset, from impaction of food in the glottis. 

This case differs from those in the former alass in that the first 
symptom was the wasting of the muscles in the upper limbs, wlych 
was unattended by rigidity. Stiflhess with ihcrease of the deep reflexes, 
again, was an early symptom in the legs, in which tlie wasting was never 
sufficient to prevent some movement of «fil the joints. Rigidity indihe 
legs was due to sclerosis occurring first in the lumbar lateral columns 
on account of the degeneration of their axis-cylinders owing to their 
distance from their trophic cortical cells; the absence of rigiditjr in the 
arms was due to the cells of the cervical anterior horns bec^oming atrophied 
before sclerosis had started in the cervical lateral columns. The latter view 
is less probable, for although the arms were not completely paralysed therer 
was never any rigidity in them. At the necropsy, made by Mr. Victor 
Horsley, the cells of the anterior horns in the cervical region were found 
to be almost entirely gone, while in the lumbar region many of the cells 
were atrophied; the pyramidal tracts in the medulla and lateral columns 
were sclerosed along the whole length of the cord, but especially in the 
lumbar enlargement. The motor cells of the medulla were not atrophied. 

Pathologleal anatomy.—In all cases of amyotrophic lateral sclerosis 
the affected muscles are wasted, and undergo the same changes as those 
described under progressive muscular atrophy (p. 216). 

The cells of the anterior horns are atrophied, especially in the cervical 
region, as in progressive muscular atrophy. The substance of the 
anterior horns is altered by atrophy of the fine nerve-fibres and by pro¬ 
liferation of the interstitial tissue; the cells of the motor nuclei in the 
bulb are also atrophied (see Bulbar Paralysis, p. 231). The anterior 
roots, some of the motor nerves and the intra-muscular nerves, are also 
degenerated; but the difference between this diseafe and progressive 
muscular atrophy lies in the condition of the lateral columns. 

The distinction of this disease from chronic anterior poliomyelitis has 
been contested by some authors mainly on the ground that the lateral 
eolumns are always affected in, both diseases, and that cases of simple 
atrophy of the anterior horn eells are never met?-with. I am sure, how¬ 
ever, that cases do occur in which the lateral columns are not sclerosed; 
and Charcot reported a case, noted by Gombault in 1872, in which the 
white substance, and the lateral columns in particular, were not altered. 

I have also had a case lately of progressive muscular atrophy, without con¬ 
tracture or increase of the deep reflexes during life, in which the cells of 
the anterior horns were atrophied, but there was no sclerosis of the lateral 
columns. 

In amyotrophic lateral sclerosis there is a marked sclerosis of the 
pyramidal fibres, including the direct fibres ip the . antero - median 
columns and the crossed in the lateral columns, which consists of atrophy 
of the white fibres and of an increase of the neurogUa. The sclerosis 
affects the antero-lateral columns also in some cases (Hammond), but it is 
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difiScult to de^ne the exaet limits. The postero-median columns of Goll 
have also been found sclerosed (Charcot, Marie, Collins). A degeneration 
of the anterior ground bundle with sclerosis of the posterior longitndinnl 
bimdle has been described also by several observers. 

• In the medulla and ^ns, as might have been expected froifl the 
symptom of ]aw cloiyis, there is sclerosis of the pyramidal fibres, but not 
so intense as that produced by a lesion of the cerebrum, and more 
healthy fibres are preserved. *In the crus cerebri sclerosis was observed 
in the middle part of the crnsta with atrophy of the central cerebral 
convolutions by KahLer and Pick in 1879. 

In *1883 Koschewnikoflf first shou'ed alterations in the internal 
'capsule in thes^ cases, and also in the white matter of the motor convolu¬ 
tions, in the form of granule corpuscles resulting from the degeneration 
•of the fibres. In the internal capsule they were found in the part occupieil 
by the pyramidal tract. Charcot and Marie, in 1885, confirmed 
these observations, and found further that the large pyramidal cells of the 
cortex were also atrophied. It is only in certain cases that the cortex 
and internal capsule have been affected ; in many cases the degeneration 
does not extend higher than the medulla. 

In amyotrophic lateral sclerosis there are, therefore, two sets of 
changes ; namely, atrophy of the cells of the anterior horns and of the 
motor nuclei of the bulb, with wasting of the muscles supplied by them, 
and a sclerosis of the lateral columns which may extend through the 
whole length of the pyramidal tract, even up to the motor cortex, where 
the large pyramidal cells may also be atrophied. It would seem 
as though the whole of the two segments of the motor paths were 
invaded separately. The only objection to this supposition is that in 
many cases the nutrient cells of the upper segment, that is the cortical 
cells, have not been found affected. It seems possible, therefore, that 
degeneration and«atrophy of the pyramidal fibres can occur by them¬ 
selves without appreciable alteration of their nutrient cells : a condition 
which at present cannot be satisfactorily explained, but which may be 
elucidated by the more recent methods of staining. 

With regard to the cause of the degeneration of the cells reference 
must be made to a case*published by Dr. Mott:— 


The case began with numbness and coldness of the right leg, which soon 
wasted ; then, in four months, of the right arm ; later of the left leg, and last of the 
left arm : ten months from the onset there was complete loss of power in the legs 
and arms with great muscular wasting, and the same in the back and neck muscles. 
There was considerable rigidity of the shoulder, elbow, and wrist,—whether 
this came on as a primary or secondary symptom is not sta^,—and the deep 
reflexes were increased. On post-mortem examination atrophy was found of the 
anterior horn cells, and especially of the anterior and internal 
peripheral nerves showed degeneration of a very few fibres. In the medulla 
the hypogloAal, the lower facial, and the spinal accessory huclei were de¬ 
generated. Sclerosis of the direct and crossed pyramidal tracts and oj 

the ground fibres occurred in the cord ; and sclerosis of the pyramidal tract 
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extended up to the internal capsnle in which there were a number of de¬ 
generated fibres. Sections of the cortex of the central convolutions showed 
numbers of granulation corpuscles, also that many of the fibres had disappeared 
or were undergoing degeneration, while the pymmidalL were absent. The 
pia tmater over the central convolutions, and to a less degree over the spinal 
cord, was thickened and congested, and revealed a condition of chronic peri¬ 
arterial infiammation, the walls of the small vessels'' being thickened and 
hyalinethere were also many small hffimoirlwges. 

Mott considers that a simultaneous degeneration of the ripper and' ldwer 
segments of the motor path occurred, and that the degeneration of the cortical 
ceUs might be caused by the periarteritis interfering with their protoplasmic 
processea 

Accordiug to the researches of Golgi, Eamon y Cajal, and other 
recent observers, there are two distinct segments of the motor tract. Ther 
upper consists of the pyramided cells in the cortex of the ascending 
frontal and parietal convolutions and their axis-cylinder processes, which 
extend through the internal capsule, crus cerebri, and pyramidal tracts, 
.down to the level of the cells of the anterior horn, and aroimd these 
cells the end of the axis-cylinder forms an arborisation without joining the 
cell. The lower segment consists of the cells of the anterior horn and 
their axis-cylinder processes, which are prolonged through the anterior 
roots, and end in the muscle as its motor nerve. It will thus be seen 
that it is possible for disease to start either in the upper or in the lower 
segment, or in both. The question is, which part of the segment is first 
involved 1 It seems certain that if the cell itself be seriously affected, 
its whole axis-cylinder process must go with it; while, on the other 
hand, if the nutrition df the cell be very gradually impaired, the part to 
suffer first would be the part farthest from the cell, the trophic centre 
or the source of nourishment for its processes. In this way we might, 
perhaps, account for the end of the axis-cylinder farthest-away from the cell 
being most affected, and also for those cases where sclerosis of the pyramidal 
tract has not been traced upwards higher than the pons or crus cerebri. It 
was pointed out by Golgi that the protoplasmic processes of the cortical 
cells are connected with lymphatic spaces which are in connection with 
the perivascular sheaths; and Mott suggest! that the periarteritis 
observed in hie case might interfere with the nutrition of these processes, 

BO that the cell would suffer, and degeneration might thus occur. 

The degeneration of the one segment cannot, therefore, be looked ' 
upon as secondary to the other; though in both the degeneration is prob¬ 
ably due to the same cause, the two segments appear to be independent. 
All we can say is that in the cases of the first class above described the 
degeneration begins in the upper segment—lateral columns, pyramidal 
tract, and cortical cells; and that the lower segment-^-anterior h6m 
cells, anterior roots, motor nerves, and musclqs — ie attacked sub- 
sequeUtly: in* the second class of cases the lower segment is probably 
attacked first, and afterwards the upper. It has been sud that simple 
atrophy is never followed by rigidity or other signs of lateral sclerosis; 
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but in the feae which l,have cited (p. 179), while there was never any 
rigidity of the arms, this Avas the first symptom in the legs, and appeared 
* a^r the atrophy of the upper limbs. 

Diagnosis. —Thi* has to be made from other forAs of muscular 
atrophy, due to lesions of different parts of the nervous system > and, 
beginning from the peKphery and going upwards, mention must 
be made of myopa^ies, peripheral neuritis, lesions of the spinal roots, 
pac^^ymeningitis, pi^ure dki the eord from Pott’s disease, chronic 
poliomyelitis, acute poliomyelitis, syringomyelia, transverse myelitis, 
disseminated sclerosis, and primary spastic paralysis. 

THe increase of all the deep reflexes will help to separate the disease 
from several o^ the above, and especially from the myopathies, peripheral 
neuritis, lesions of tie spinal roots, simple progressive muscular atrophy 
and poliomyelitis, in which cases the deep reflexes are absent or are not 
increased. On the other hand, the deep reflexes are increased in the rest 
of the list; but of theie pachymeningitis frequently occurs after an accident, 
the onset is more rapid, there are severe neuralgic pains with numbness 
down both upper limbs, and painful spasms in the limbs with rigidity of 
the neck, while sensation may be affected; these symptoms are followed, in 
two months or so, by atrophy of the small hand muscles, but there are 
no bulbar symptoms. In Pott’s disease there is evidence of caries of the 
vertebras at the level of the eighth cervical or first dorsal, causing 
atrophy of the small hand muscles; and although there might be increase 
of the knee-jerks and ankle clonus, there would be no increase of the 
deep reflexes in the upper limbs. In syringomyelia there are peculiar 
sensory changes in the limbs and trunk, tactile sensibility being preserved, 
while impressions of pain and temperature ace lost; frequently also 
there are trophic changes in the joints and skin, and usually 
atrophy of the small hand muscles, but no rigidity or increase of the 
deep reflexes in, the upper limbs. Transverse myelitis rarely causes 
atrophy of the hand muscles, while sensation and the sphincters are 
frequently affected; the onset is also more rapid. In disseminate 
sclerosis and primary spastic paralysis atrophy of the hand muscles does 
not generally occur; while in the former disease marked incoordination, 
nystagmus, and the characteristic speech will be unmistakable. 

Prognosis.—^The increase of the deep reflexes in any case of pro¬ 
gressive muscular atrophy makes the prognosis considerably less favour¬ 
able than if these symptoms were absent; that is, the prognosis of amyo¬ 
trophic lateral sclerosis is worse than of progressive muscular atrophy, 
for whereas the latter may last some years, the former does not nm 
more than one to three years. 

The progress of the case is gradually from bad to worse, and after a 
time thd patient is unable to walk, owing to the rigidity of the legs, and 
he becomes quite helpless. If the bulb be affected, death usually occurs 
from chokipg or paralysis of the respiratory centre, or from pneumonia or 
bronchitis, if the muscles of respiration are involved. In some cases these 
muscles fail directly from atrophy. 
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treatment. —No drug has been found tOgStop the cburse of this 
disease; strychnine, which has been found useful in progressive muscular 
atrophy, would increase the sp^tic condition and the deep reflexes. The 
best treatment ois to give tonics and cod-Hver oilo Great attention is 
re<}uired to ensure that the patient do not choke whilst being fed. If 
necessary, nourishment must be given by a soft tube passed through the 
nose. Sir T. Grainger Stewart and other authors recommend the use of 
the constant curi'ent to the affected muscibs, and massage to diminish 
the contractures. '' 

CHABI.E 8 E. BkKVOR. 
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SENILE PARAPLEGIA 

A PEW years ago my attention was caught by a note of Sir William 
Gowers on a certain loss of power in the legs which is often to be seen 
in old people. It may be said that loss of power in th^ legs, as in other 
parts, is a feature of old age which needs no specification. But this is not 
quite so; since reading the note I have readily become convinced that the 
loss of walking power in the aged is very often, very often indeed, a 
true palsy, depending on some local decay of the spinal cord. Such 
persons presenting no overt signs of paralysis agitans, or like degenera¬ 
tion of a widespread kind, often lose the use of their legs in a degree out 
of proj^rtion to the debility of other parts, even allowing, for the weight 
these limbs have to bear. I have convinced myself of this interpretation 
of weakness of the legs in a very large number of cases; the disability 
seems to be one very apt to occur in the old. Man or woman, one who 
reaches advanced years—and the stage of old age is not the same for all 
-—after falling for some months into a shuffling gait, rather quickly finds 
himself unable to walk at all, or is only able to drag himself along with 
difficulty. That this is not merely one aspect of the general decay of all 
parts in the agpd is proved by its absence in many 'dually gncient and 
equally decayed elders, who, however, are not in any especial sense de¬ 
crepit in the legs. It was but the other day that I noticed an old 
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gentleman weft above eighty years of age standing for a quarter of an 
hour beside a table interesting himself in some pieces of bric-a-brac with¬ 
out the least failure of the lep; yet a few days before 1 had noticed 
another old friefcd, quite as brisk on the whole, who, withcmt suspecting 
he was palsied, informed me in conversation that he was no longer ^le 
to walk out on accouqj; of a somewhat sudden failure of his legs. He had 
been set down from a fly, as usual, some mile or so from home, that he 
walk; but after walking for a few yards he found he 
could go no farther, and he had to sit down till the fly could be brought 
up. From that day the weakness had increased until he could do no 
more than creep about his house by hold of the furnitui'e or the stair rail, 
fn my experience, at any rate, many old people are able to walk fairly 
well until, within the space of a few days or weeks, they are reduced more 
•r less quickly to a very feeble gait, if not to overt paraplegia. The 
disability is put down to old age, and regarded as a mere incident in 
a general failure of power; but the aged person finds himself confined to 
his chair, while, perhaps, the rest of his faculties may yet for some time 
be preserved, and suffice for a tranquil enjoyment of life. 

The bladder of old people is so apt to be leaky that it is hard to say 
when such a condition is associated in any direct way with the jmraplegia. 
In my opinion this paraplegia is so associated rather by accident. I have 
at present under my observation two old men, both well over eighty years 
of age, one of whom can get out of bed and walk about his room, and even 
in his grounds, but in whom the bladder is so weak that it is impossible 
even with constant watchfulness to prevent accidents; the other, who 
was rather suddenly taken off his legs, retains his water with comfort. 
The patient who still has the use of his legs is *in every sense farther 
gone in senility, though not in years, than his paraplegic friend; yet 
even in this latter, had I not read Sir William Gowers’ note, 1 should 
scarcely have realised that the inability is a paraplegia; this, however, it 
most probably is. This senile paraplegia is not attended with dis¬ 
proportionate wasting, sensory disturbance or alteration of reflexes. 
Sir William Gowers seems rather disposed to place the seat of the disease, 
in the cortex. 

Editor. 
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11. NUCLEAR DISEASES 

POLIOMYELITIS ANTERIOR ACUTA 


Syn.— InfaniUe spinal paralysis, Begressive paralysis, Acute atrophic 
pmralysis. Atrophic spmal paralysis r 

Anterior poliomyelitis is an acute disease observed most commonly 
among children, but occasionally in adults, characterised by sudden com¬ 
plete loss of power in one or more limbs, followed by wasting of the 
muscles paralysed, and by interference with the growth of the parts, but 
not attended with any sensory disturbance. 

Symptoms.—It usiially begins like an acute infectious disease with 
fever, sometimes attended by convulsions, especially in infants; some¬ 
times by considerable pain in the back, body, and limbs; sometimes by 
digestive disturbances, vomiting and diarrhoea; sometimes merely by 
general malaise. The temperature rises rapidly to 102° or 103°, and the 
patient may have a chill followed by sweating. The temperature remains 
about 101° or 102° for several days, with slight morning remission, then 
gradually sinks to normal, the entire febrile movement rarely lasting more 
than a week. Withiif a day or two of the onset paralysis sets in, usually 
in both legs, or in both arms, or in one limb alone, or in all four extremi¬ 
ties. If the child be young, and confined to bed by the fever, the 
paralysis may not be noticed imtil the second or third day. In older 
children and adults the paralysis is usually manifest within twenty-fom: 
hours of the onset. It is generally observ^ that children cry a good deal 
during the period of onset, and some of those who are able to complain 
say that they suffer from pain in the back and in the affected limbs. 
This pain may remain for some weeks. OGcasionally there is some 
rigidity of the spine or neck suggestive of meningitis, but this soon 
subsides. There is no disturbance of the bladder or rectum, though 
rarely retention of urine has been noticed for a few days. There is no 
tendency to bedsores or to trophic changes in the skin. There is no 
complaint of numbness or of parsesthesia, and there is never any loss of 
sensation; but the limbs are sometimes painful upon any movement, 
especially in the jointa 

After the fever, with its attendant malaise and digestive disturbances, 
has subsided, and the general health has been rf^stored, there remains a 
paralysis more or less extensive. This paralysis is usually lUiore extensive 
at the onset than it is destined to be permanently. Thus the child may 
at first be completely helpless, and later recover power in all but one 
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limb; or the trunk may Be paralysed at the onset, but not permanently 
^ffected. ^ Both legs are commonly affected together, but the final paralysis 
is found in one limb only. Occasionally the neck mpsclei are distinctly 
weak, and there may be difficulty in swallowing. This is seen in cases 
in 5vhich the arms are pai;plysed, and yet the final paralysis may a%ect 
but one arm. The face has been paralysed with the arms, and the ocular 
muscles also, but the^ are rye occurrences. In a number of cases in 
wMcb the final paralysis was limited to two or three muscles the 
original paralysis was' widespread, involving all the limbs. In giving a 
progno^s in the early stage this fact should be remembered. Sometimes 
the onset of the paralysis is not sudden, but there is a gradiml increase 
during a week or ten days, then a stationary period, and then a regression. 
The subsidence of the paralysis begins from a week to two months after 
*%he onset, and then goes on steadily ; but it is not until after the lapse of 
three months that it is possible to determine what muscles will cventiuvlly 
recover. There is always a certain amount of permanent paralysis. 

The muscles which are paralysed undergo atrophy, which is more 
rapid and complete in those that are to be permanently paralysed ; and 
the change in the size of the limbs is well marked within a month. The 
paralysed muscles are relaxed, never rigid; and to the electrical tests 
they show a reaction of degeneration. The reaction of degeneration consists 
n a loss of response of Imth muscle and nerve to faradic stimulus, and a 
loss of response in the nerve to galvanic stimulus. The galvanic rcJiction 
of the muscle remains, but the normal contractility of such a muscle to 
galvanic currents is altered. For the first few months the muscle responds 
too strongly to galvanism, and contracts under the positive pole more 
quickly than under the negative pole (vol. i. p. ^38). I^ater the con¬ 
tractility to galvanism progressively decreases until, in a totally paralysed 
muscle, it is lost. It may be stated as a prognostic sign that the muscles 
in which the faradic reaction is preserved, though paralysed for a time, 
■will recover. Such muscles also preserve their tone, so that they contract 
when sharply percussed with a hammer. 

The circulation in the affected limb is considerably impairetl, and it is 
cold, blue and flabby, but not (edematous. In some cases the bone is 
subsequently hampered its growth, so that in after-life the limb is 
shorter and more slender than its fellow. 

While the description just given of an acute onset with fever applies 
to about three-quarters of the cases of anterior poliomyelitis, there remains 
one quarter in which there is no febrile onset. Of 100 consecutive cases 
in my clinic, 69 began with fever, and 31 began without fever. Sinklcr 
reports 178 with fever, 40 without fever. In these cases the child, while 
in a state of perfect health, is suddenly paralysed in one or more limbs. 
It gives no sign of pain, it does not appear to be ill, and the paralysis 
Bvuprises the mother by its sudden onset. In these cases the paralysis 
is soon follo*red by atrophy and by vasomotor paralysii It is not 
attended with pain or tenderness on motion, and nswally decreases to 
some extent, leaving the limb, however, in part permanently paralysed. 
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3'Aese two modes of onset of the disease are''evidently quite distinct, and 
their pathological basis is probably different. 

I have sa^d that after the onset is over there is a slow progressive 
improvement up to a certain point, when the permanent condition of 



Fio. 14.—Furolyiila aud atrophy of the light leg due to anterior polioiiiyelitle. Tlie liiiiierfect growth, 
HIV yearn after the oiieet, and the secondary tallpos are evident. 


paralysis is found to vary greatly in different 9 aBes. Its situation is 
usually in the legs, and here two types of the disease may<he recognised 
—the leg type and the thigh type. In the leg type the peronei, 
alone or with the anterior tibial muscles, are most commonly affected. 
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^th^gh the •posterior tibial gi-oup may share in the paralysis or 
mde^, may be as fully paralysed as the others. As the mralysis 
pereists, defomifaes of the ankle and foot will appear: the form of 
subsequent talipes depending upon the muscles chiefly^njiysed. In the 



Fla. 15.^rarttlyAlti and atrophy of the right leg due to anterior polioniyehtiH. Tlie noeoudary curvature 
of the aplne due to the shortuees of the iiaiulysea limb im well ehown. 

thigh type the ilio-ps^as and iliacus muscles and the glutei, and muscles 
about the thigh are those chiefly affected; the muscles on the inner side 
of the thigh and the muscles below the knee often escape. In these cases 
the leg hangs like a flail from the body, and caniiot support the weight at 
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all. In some cases nearly all of the muscles ot the lower 'extremity are 
paralysed, and the atrophy is uniform throughout the limb. In these 
severe cases it is not uncommon for the muscles of the back and abdomen 
to share in the ^paralysis and atrophy. Figs. 14 and 15 show the appearance 
of Ihnbs paralj'sed and atrophic; Fig. 14 showing a secondary talipes, and 



Fio. IS.—PiiralyBls aiul atrophy of the left arm and hand due to anterior poliomyelitle. Ilie partial 
dielocatioii of the head of the huiiienu due to deltoid paralyele and the abnormal abduction of the 
thumb are evident. 

Fig. 15 showing a secondary lateral curvature of the spine due to the 
shortening of the leg. 

When the arms are invaded two types of paralyses have been described, 
the upper arm type and the lower arm type. In the upper arm type the 
muscles about the scapula, the deltoid, the biceps, and supinator longus 
are paralysed and atrophic, and consequently the motions of the shoidder 
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and elbow joints are seriomsly hampered. In these cases the shoulder- 
jomt is unduly movable, and the head of the humerus falls out of the 
socket. In the forearm type the muscles below the elbow are invaded ; 
the flexors or extensors of the wrist and fingers, or 1x>th together, are 
affected, the supinator longus escaping. In other cases the intero^ei 
muscles of - the hand and the tlienar and hypothenar muscles are paralysed, 
while the long flexors and extensors escape. Occasionally a combination 
of upitfr and forearm types occurs, in which cases the whole limb is 
useless. Fig. 16 shows a case of total paralysis of the arm, %vith atrophy 
and falling of the head of the humerus out of its socket in conse¬ 
quence of the paralysis of the deltoid. The claw-hand is also present. 
The upper part qf the trunk is occasionally involved in the paralysis, 
together with the arms. Rarely the muscles of the back and trunk only 
twe permanently paralysed. 

In a very few cases the entire muscular system of the body appetirs 
to be affected by this disease; both legs, the tnmk, and both arms are 
more or less paralysed: yet even in these cases a careful examination 
will show that the degree of the paralysis and atrophy is not the same in 
all the muscles. The relative frequency of paralysis in different parts of 
the body is shown in the following table :— 


Table I.—Distribution of Permanent Paralysis in Anterior Poliomyelitis. 



Duclieniie (1). 

SeeliKiiuUUT (2). 

yiiiklei (9). 


Tutiil. 

Both legs .... 

9 

14 


40 

170 

Right leg ... . 

25 

15 


20 

1‘23 

Left leg .... 

7 

27 


27 

123 

Right ami .... 

5 

9 


7 

26 

Left ami .... 

5 

4 


4 

21 

Both arms . . *. 

2 

1 

1 

2 

6 

All extremities 

f. 

2 

35 

5 

47 

Arm and leg, same side. 

1 

2 

26 

4 

83 

Ami and leg, opposite sides . 

2 

1 

1 

4 

8 

•Trank. 

1 


22 

3 

26 

Three extremities . 

• 



10 


12 


In addition to the paralysis and atrophy there is in every case a loss of 
■reflex action at the level of the lesion. The skin reflexes iismdly return 
after a time; but the deep reflexes are absent for a long period, even when 
a partial recovery of the muscle involved has taken place. Thus the 
knee-jerk is uniformly absent when the thigh muscles are paralysed, and 
the elbow and wrist jerks when the arms are affected. 

Sensation is preserved in almost every case; but I have so frequently 
observed a permanent Jiypersensitiveness to ])ainful impressions in the 
paralysed Umb, that I cannot but believe that the lesion •in the gray 
matter affects the pain-sense tracts in their passage through the cord at 
the level of their entrance, and has a relation to this symptom. There 
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is a marked vasomotor paralysis producing a permanent lowering of the 
surface temperature and a lack of vasomotor response in the limb to 
applications of heat and cold. 

Deformities of the joints are a common sequel in infantile spinal 
pafalysis. The approximation of articular surfaces in health is secured in 
part by the tonic action of the muscles, especially af, the shoulder, hip, and 
knee; hence paralysis of the muscles controlling these joints is attended 
by relaxation and a greater degree of mobility than normal. Thqs when 
the deltoid is paralysed, the head of the humerus falls from its so^et, as 
shown in Fig. 16 ; and abnormal extension of the knee is often seen in the 
upper leg type of palsy. After some months of paralysis the muscles which 
are the natural opponents of the paralysed muscles ^e apt to become 
permanently contractured, and this condition also brings deformities about. 
In the case of the foot the action of gravitation on a flaccid part of the 
limb combines with the contracture to increase the deformity there; 
hence any of the forms of talipes may ensue on infantile paralysis (see 
Fig. 14). Similar deformities of the wrist are also observed, but these are 
not common. Curvature of the spine, from paralysis of the muscles of 
the back, is frequently seen, all the varieties of this change having 
been described (sec Fig. 15). They differ from those due to bone 
disease in that they do not persist-during suspension of the body by the 
head and arms. One of the most important points in treatment is to 
prevent the establishment of these deformities. 

The progress of the disease in any case may be divided into stages. 
After an acute onset there is a stage of maximum intensity, lasting from 
one to six weeks, and followed by a period of steady improvement, which 
may extend from six •months to a year. Then follows the permanent 
chronic condition in which the normal growth of the child may lead to a 
slow development of the limb, but not to any change in its power of use. 
It is very rare for a complete recovery to take place* after an attack of 
infantile paralysis. Even in the lightest cases there is usually some 
weakness, slight atrophy, and coldness left; and one or two muscles will 
be particularly feeble. In the majority of cases considerable permanent 
paralysis remains, requiring the use of apparatus to assist the use of the 
limb, and to prevent deformities. Death has octiasionally occurred during 
the acute onset, but is very rare ; and, once this stage is passed, there is 
nothing in the disease to threaten life. 

It is the chief characteristic of the atrophic paralysis in this disease 
that it selects certain muscles to the exclusion of others. This selection 
bears no relation to the arrangement of muscles in the limb, or to the 
conjoint action of muscles in producing any definite movement. It is 
wholly dependent upon the arrangement of the groups of cells controlling 
the different muscles in the anterior horns of the spinal cord. 

In order, therefore, to understand the symptoms of the disease a 
short consideration of the motor elements of the cord is necessary. The 
neurons which preside over the motion and nutrition of the muscles lie 
in the anterior horns of the spinal cord. They are not scattered irregularly 
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through these horns, but they are grouped together in dehnite clusters. 
^ series of sections of the cord made from abo\e downward demoiistnites 
that the number of these groups varies in different segment^ of the coid , 
there being a large nuftiber of such groups in the cervical and lun^)ar 
enhA'gements, and fewer in tl^e dorsal and upper cervical regions. Figs. 17 
and 18 demonstrate this gi’ouping of cells in the ceiwical and lumlmr 
regions. Some groups of cellj are very long, extending through three 
or fbu» segments; while others are short, hardly reaching through one 



Fio. 17.»Sectlou through the nixth cer\ical negment of a iiortnal cor4h showing six 
groups of cells in the anterior hoiti. 


'entire segment. It is evident that a lesion limited to a single segment 
of the cord may entirely destroy a group of cells limited to that segment, 
and may destroy only in part a column of cells extending into a<ijaccnt 
segments. If each group of cells represents a muscle it becomes evident at 
once that the degree of paralysis in that muscle will be determined by the 
extent of the lesion in its group of cells. If a group of cells is entirely 
destroyed, its muscle will be totally and permanently paralysed. If a 
group of cellt is but slightly affected the muscle may be weakened 
and slightly shrunken, but still able to perform ite work. The follow¬ 
ing table, prepared by a careful comparison of a very large number 
VOL. VII ® 
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of cases with accurate autopsies, shows the sitfiation of the various groups 
of cells controlling the various muscles of the body in the different 


f 



Fio. 18.—Section througb the fbnrth lunibiir segment of a nonnal cord, 
showing three lai^e groups of cells. 


segments of the spinal cord (Table II.) It will be setn that some muscles 
are represented in two or even three segments of the cord, while other 
muscles are represented in but one segment alone ; and again it will be seen 


Table II.—Muscles represented in the Segments of the Cervical 

Enlargement. 


4C. 

5C. 

«c. 

rc. 

8 C., 1 D. 

Diaphragm. 

Lev. ang. scap. 
Rhomboid. 

Supra spin. 

Iona smn. 
Deltoid. 

Supin. brevis. 
Teres minor. 
Rhomboid. 

Supra spin. ) 

Prouators. 

Triceps. 

Brach. ant. 

Long extensors 

Pronators. 

Triceps. 

Brach. ant. 

Long extensors 

Extensors of 

Infra spin. / 
Deltoid. 

ofwrist. 

of fingers. 
Pector. (costal). 

thumb. 

Intrinsic musclet 

Supin. long. 
Biceps. •* 

Supin. long. 
Biceps. 

Serratus magnus. 

Pector. (clav.) 

Biceps. 

Serratus magnus. 

Pector. (clav.) 

Latia dorsi. 

Teres major. « 
Long flexors of 
wrist. 

of hand. 

Long flexors of 
fingers. 
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Muscles represented in the Segments of the Lumhar Region. 


1 L. 

2L. 

8 1“ i +L. 5L. 

Qiiad^ liimb. 
Obliqui. 
Transversalis. 
Psoas. 

Iliacty. 

Sartorius. 

Quad. ext. cruris, t 
Obturator. • 

Psoas. 

Iliacus. 

i Glutei. GluteL • 

Quad. ext. cruris. i Tibialis ant. (?) Biceps femoris 
Obtuiator. , Semi-teiKlin. 

Aflductores. 1 Adductorcs. ' Popliteiis. 

* i 


Muscles represented in the Sacral Region. 


■ IS. j ^ 2 S. 

' 4 and 

Biceps fem. j Tibialis anticns (?). 

1 .Sliliinetcr aid et vcsieie. 

Etemi-membraii. Peronei. 

1 IViin.eal iiiukoIps. 

Ext. long. dig. Intrinsic muscles of foot. 

Peronei. 1 

Qaatrocnemii. Gastroc. 

Intrinsic muscles ' 

1 

of foot. I 

Tibialis post. | Tibialis post. 

1 


that dilterent muscles are i*epresented side by side in the same segment. If 
to this table the clinical picture of infantile paralysis be referred, it will 
become manifest at once that the distribution of the paralysis and the 
situation of the lesion bear a definite I'elation to one another. Thus it 
is evident that the upper arm typo of paralysis is produced by a lesion 
of the fifth and sixth cervical segments ; that the forearm typo of 
paralysis is produced by a lesion of the seventh and eighth cervical and 
first dorsal segments. It is evident again that th& thigh type of paralysis 
is produoed by a lesion of the upper lumbar segments, and that the leg 
type of paralysis is produced by the lesion of the lower lumbar and 
sacral segments. , 

The larger the extent of the lesion in the cord, the greater the 
number of muscles that will be paralysed. The more complete the 
destruction of a group of cells, the greater will be the degree of 
paralysis in the muscle. The greater the degree of paralysis in any 
muscle, the greater will»be the degree of atrophy in the fibres of that 
muscle; so that any degree from slight to complete atrophy is possible. 
Inasmuch as the motor nerve to the muscle is merely a part of the 
motor cell in the cord it will be destroyed with its cell; hence an atrophy 
of the motor fibres in their passage through the antero-lateral column 
of the cord, and in the anterior root of the nerve, and in the nerve- 
trunk, to the muscle, is a part of the lesion of this disease. 

Pathology. —The pathological change at the root of anterior polio¬ 
myelitis was first investigated by Comil and Charcot. The specimens 
which they described were, however, obtained from chronic oases long 
after the onjet of tRe disease; hence their description, while still 
valid for such older cases, does not represent the pathological process in 
its early stage. Within the past few years, however, autopsies have 
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been obtained by various observers—among whom Drummond, Bissler, 
Gk)ldschneider, Dauber, Redlich, Siemerling, and Trevelyan may bo 
mentioned—upon cases which ended in death within a week or ten days, 
or a few months of the onset. The appearances as determined by these 
autbpsies are as follows ;— • 

The spinal meninges are congested, and Sere ai^d there haemorrhages 
of small extent are found in the dura and pia mater. The exterior 
appearance of the spinal cord is unchanged, but upon section the a^t^or 
portion of the gray matter, and frequently the central and posterior 
portions to a less extent, are found softened, so that they swell up above 
the cut surface, and are markedly red, vdth here and thefe small 
haemorrhages and distended vessels. These changes a];e in some cases 
limited to one anterior horn; in some cases they extend through one entire 
enlargement of the cord; in others are found in both enlargements, oii 
even throughout the cord. These changes are sometimes found more 
extensivelj' disseminated than might be supposed from the clinical history 
of the case. 

On microscojikal examhiatu/n there is found a marked hyperaemia 
of the tissue; all the blood-vessels are engorged and surrounded by 
exudation alike of serum, of leucocytes and of small cells. The serum 
fills the lymph spaces about the vessels and about the nerve-cells. 
The leucocytes infiltrate the tissues about the cells, and cluster around 
the cells. There is a great increase of small cells and nuclei in the 
neuroglia, which may be due to proliferation of the neiuroglia colls or of 
the endothelial elements, or may be due to an emigration from the blood¬ 
vessels. This infiltration of the tissues with leucocytes and nuclei may 
be so intense as to obscure all other elements. Ruptured capillaries and 
small haemorrhages are seen here and there. It is thus evident that the 
supporting substance (neuroglia) of the gray matter and the blood-vessels 
are involved in the inflammatory process. o 

The changes in the ganglion cells (motor neurons) of the cord are 
equally characteristic. These cells show great varieties of degenerative 
changes depending partly upon the severity of the case and partly upon 
the length of time the process has been going on in any one cell. The 
earliest change in the cell is the cloudy appeafance of its protoplasm— 
an increased granular appearance obscuring the nucleus and leading to its 
deeper staining by the reagents. In the next stage of degeneration the 
protoplasm absorbs stains no longer; the nucleus is faint and the cell 
has lost its sharp outline, and some of its prolongations. Later still the 
cell appears changed into a swollen, shapeless, or spherical ball of matter, 
and its protoplasm is altered into a homogeneous unstained mass with 
vacuoles, or Im become distinctly gianular, in which case it stains deeply. 
At this stage the prolongations are entirely absent. The last state is 
one of shrinkage, the cell body being changed intq.a small deeply-stained 
mass hardly larger than its original nucleus. During th« later stages 
leucocytes penetrate into the t)erioellular space and encroach upon the 
cell body. In the nerve-fibres, and in both the protoplasmic prolongations 
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and neuraxon of the cell#, similar processes of degeneration are found 
imtil a complete destmction of all the processes of the cell is brought 
^out. During the first two stages of this process of infiamraation 
in the cell an arrest‘may occur and repair be established; but the 
celk which have lost their jprocesses arc permanently damaged, and'fall 
into atrophy. , 

The change in the interstitial tissue and in the ganglion cells is 
nolaig all cases parallel in Jegi-ee. Some cases have been observed 
in which the cellular degeneration was attended by few or no changes 
in the vessels and interstitial tissue. If the case be examined some 
weeks or months after the onset the vascuhir changes are no longer 
evident; the seipus exudation has been absorbed; there are no longer 
leucocytes and cells within the interstitial tissues, wherein only an 
atrophied rarefied neuroglia is left, containing a few normal cells and many 
nuclei, the relics of degenerated cells. In some pjirts the anterior 
horn may be changed even into true sclerotic tissue; and here and 
there a small cavity may be found within this sclerotic miiss. In some 
cases the apparent change in the liasis substance and neuroglia is very 
slight, and the only change is an atrophy- of the ganglion cells such 
as Charcot described. The degree in which various groups of cells 
are affected varies greatly at different levels or even at the same 
level ; so that some groups appear to be affected while others escape. 

The result of this atrophy of the cells and surrounding tissue is a 
gradual shrinking in the entire size of the anterior horn; and as 
the nexwe-fibres arising from these cells pass into the anterior and 
antero-lateral columns, and into the anterior spinal nerves, there is an 
accompanying atrophy in these columns and in these nerves. Many of 
the cells in the anterior horn are association cells with neuraxons which 
pass only to other levels of the corrl through the antero-lateral columns; 
and these also sufSsr in the lesion. Hence in cords examined late in 
the disease there is a manifest deformity of the entire enlargement 
affected; and on section there is a decided shrinkage and apparent 
sclerosis of the columns around the anterior horn. This cniulition is 
shown in Fig. 19. 

Considerable discussfon has arisen on the exact origin of this in¬ 
flammatory process, and two opposing hypotheses are current regarding 
it. The majority of recent observers believe that in anterior poliomyelitis 
we have an acute inflammatory process, similar to that in general myelitis 
but limited to the domain of the anterior spinal arteries; and that the 
atrophy of the spinal cells is the terminal stage of this process of genet al 
inflammation. A few observers (von Kahldcn, for instance) still believe 
that there are cases in which the disease is a degeneration limited ex¬ 
clusively to the anterior cells, and not accompanietl by any general 
inflammatory process ;,and these observers still maintain that the original 

description ofcCharcot is correct. _ , , *• r t 

A hsemorrhage into the anterior horn, or a thromltosis of one of 
the branches of the anterior spinal artery, has been supiwsed to be the 
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in t.liA faaaa which begin suddenly wilhout fever; but although 
tiiis hypothesis is likely enough, no actual observations can be found to 
surabrt it. It has been shown by Allbutt and others that slight hssmo^ 
rh^M occur fh the spitfld'lifprd in children, either.spontaneou8ly or after 
slight injuries. The exact J^plogy of these cases is still unknown. , 

As a consequence of the ^inal lesion tlhere is a degeneratiopH|nd 
atrophy of the anterior nerve-roots and of the motor fibres in the nerves 
of the body proceeding from the segmentf affected by the lesion. JCljere 


Fio. 19_Section thiouKli the »e\enth cenical segment of the cord from a case of anterior ixilioiiiyelitia 

affecting the right side. Tlie shrinkage of the entire right horn anil the mass of seleiotlc scar 
tissue occupying Its centre are evident. All groups of cells exc^itlng the lateral group have been 
destroyed. 

is also a granular degeneration of the muscle fibres in the early stage; 
ind finally the muscles are changed into fibrous bands, infiltrated in some 
jases with fat. Mention must also be made of the smaller size of the 
bones in the affected limb. This is rather an arrest of growth than a 
pathological state. Occasionally a true multiple neuritis is associated with 
a poliomyelitis (11), both due to the same cause. 

Etiology.—Anterior imliomyelitis occurs with about equal frequency 
in the two sexes. Hereditary influences .^y no part in its causation. 
It is essentially a disease of infancy, although'it occurp at all ages 
of life; cases have been noted in adolescence, in adult life, and even 
in old age. The following table (Table HI.) demonstrates that the 
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Table III.—of Onset in Aiiterior Poliomyelitis. 



Teaw; 

1 


3 

4:.i 

fm 

• 

7 

8 < 

0 

1 10 

Seelifunnller 


25 

18 

1 

1 

2 




L. 

Galbraith . . * . 

17: 

38 

16 

4 

1 






Sinkler 

44 L 

92 

55 

29 

9 

2 

3 

® 1 

6 

3 

-Gowers 

21 f 

21 

25 

9 

17 

4 

2 

6 

4 


Starr . - . 

16 1 

38 

27 

9 

10 

4 

2 

2 ! 

4 

; 3 

, Total 


214 

140 

52 

38 

12 

7 

i 

8 

' 6 


majority of cases occur during the second and third years of life, and 
that the disease is rather rare ^ter the age of six. It has been supposed 
by some authors that cases of congenital club-foot are due to the 
occurrence of anterior poliomyelitis in utero; and it is certain that 
such cases are usually associated with a congenital lesion- of the sacral 
region of the cord. This lesion, however, is usually due lo a defect 
of development rather than to a vascular disease; hence the “assertion 
that anterior poliomyelitis may occur in utei-o is open to doubt. That 
the disease may occur very early in life is confirmed by the case recorded 
by Duchenne, in which the child was but twelve days old; and Sinklcr 
has recorded a case in which the child was six weeks old. The youngest 
patient in my own records was of the age of five months. 

The season of the year appears to have a direct relation to the 
occurrence of infantile paralysis. Dr. Barlow called attention to this fact in 
his monograph in 1878, and it has been noticed by^Sinkler in his numerous 


Table TV.—Month of Onset in Anterior Poliomyelitis. 



Barlow. 

Sinkler. 

Gowofm. ' Starr. 

Total. 

8 

5 

20 

9 

18 

49 

97 

116 

66 

42 

11 

12 

January . 

February. 

March 

April . • • • 

May 

June 

July 

August 

September 

October . 

November 

December 

1 

0 

4 

2 

4 

5 

16 

11 

4 

3 

1 

2 

4 

3 

9 

4 

10 

27 

62 

6.5 

29 

25 

4 

3 

1 2 

1 1 

1 6 

1 2 

1 3 

11 6 

13 16 

13 27 

16 I 17 

6 ' 8 

2 ! 4 

.5 2 

53 

23.5 

70 i 94 

432 
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occiu- in the mojitths of June, Julv, August, aild Septembtst; 
daring the months of y«&te8t^heat in England and in America, 
f^l^e fact that this disease, nas occurred in epidemic form has thrown 
OCo^erable %ht upon th|^ti&)logy; and has madg it extremely probable 
tfaa^it is to be regarded,-ai least in some cases, as an acute infeotipus 
disease. Colmer was the first to record the (occurrence of the disease in 
epidemic form; for, in describing a case of this kifid, he noted the fact 
that the parentaof the child remarked that in the village in which tjjey 
lived, eight or ten other children had been attacked with similar symfltoms 
within a period of three months. 

In a communication to the Society of Medical Science in lyons, in 
1887, Cordier announced that in the course of the months of June and 
July 1885 ho had seen thirteen cases of infantile paral;fsia in the town 
of Sainte Foye I’Argenti^re, a town of a population of 1500 persons^ 
where in other years the disease had been extremely rare. In 1890, 
Leegard reported that in the little village of Mundal in Norway eight 
cases of infantile paralysis had been seen between the last of July and 
the first gf September; the disease never having been seen in the town 
before. Medin (12), of Stockholm, also describes an epidemic of the 
disease in Sweden. In 1888 he saw during the spring five cases; but 
during the sumb\er the number increased rapidly, so that between the 
1st of August and the Ist of November forty-four cases had been 
observed. Necropsies were made in some of these cases, which proved 
the disease to be a pure anterior poliomyelitis. Medin records the fact 
that in the town of Umea in 1881 Bergenholtz had observed a little 
epidemic of thirteen cases. The most extensive epidemic of the disease ever 
known was observed by^Caverly in 1895 in Rutland, Vermont. Through 
his courtesy I examined a number of his cases during this epidemic. The 
epidemic occurred between the 20th of July and the 20th of September 
1895, in a broad valley within a radius of twelve miles from the city of 
RutlamL Isolated cases within a radius of fifty .mites were observed 
during that summer with unusual frequency. One hundred and forty 
cases of the disease occurred, of all grades of severity; and, though they 
chiefly appeared in infants and children, adults were not exempt. In 
many cases the atrophic paralysis was attended by pains; but in none 
were anaesthesia, bedsores, or permanent bladder and rectal disturbances 
produced. It was easily possible to exclude epidemic cerebro-spinal 
meningitis; and the resulting permanent palsies exactly resembled those 
left after atrophic paralysis. In the majority of cases the onset was 
acutely febrile, with marked constitutional disturbances. The epidemic 
ceased after the 20th of September. There has been no recurrence. 
Unfortunately no autopsies were obtained. Pieraccini observed seven 
cases occurring within a few weeks in July and August 1895 in a small 
village near Florence (Italy), whore at that time an epidemic of whooping- 
cough vras prevailing. ' 

These facts prove beyond question that the disease may occur in the 
form of an epidemic. 
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Another ihdication of,the infectious (^Igin of infantile paralysis is its 
frequent occurrence in connection with'otjiw infectious diseases, or sub- 
vequent to them. Among my own cases, ^^theria, meningitis, measles, 
pne^onia, scarlet fejrer and acute malafialp poisoning Vere noted as 
Mying oTOUwed in a number of cases just'prior to the onset of the disease. 
Gowei^ it 18 true, q^uestioAs the relationship between its occurrence and 
that of other acute febrile diseases, but the coincidence has been observed 
by^tro many different authorsto be merely accidental. , Exposure to cold 
or to sudden check of perspiration has been alleged as a proximate cause. 
I have seen several cases which have arisen in lx»ys after swimming in 
very c(dd water for too long a time, and it is not unlikely that the 
frequency of its appearance in summer is due to occasional chill. 
Traumatism has also been regarded an immediate cause, and several cases 
pre on record where children have been paralysed after a fall or a blow 
on the back (1). Inasmuch as we have already seen that vascular 
disturbances are at the basis of the affection in many cases, there is every 
reason to believe that traumatism may be a fjictor in the causation of the 
affection. Whether the functional hyperaemia consequent upon the 
increased activity in the lumbar region of the coni at a time of life when 
the child is learning to walk may account for the frequent occurrence of 
paralysis in the legs at that time, is an open question; but if haemorrhage 
or thrombosis of the spinal vessels be accepted as the fundamental patho¬ 
logical condition in the non-febrile cases this factor must not he disregarded. 

Diagnosis.—There is no difficulty in recognising the disease; indeed, 
it is hardly likely to be mistaken for anything else. Occasionally a child 
attacked with acute articular rheumatism, on account of the piin in the 
joints, is unwilling to move the limbs, and thus •may be thought to be 
paralysed. A careful examination will soon demonstrate the true 
condition; for acute rheumatism never causes any atrophy or paralysis, 
and the local tenderness in the joints, the sweating, and the lack of 
coldness of the limbs may also aid in the diagnosis. Kachitis, sometimes 
caused among children living in healthy and comfortable surroundings by 
the use of artificial patent foods containing an excess of sugar, may 
appear with a sudden febrile onset, and much pain and tenderness in the 
limbs and unwillingness to move. But the child is not really paralysed ; 
and the state of its bones, the general condition and the sweating, as well 
as the lack of limitation of the pain and immobility to one or two limbs 
will prevent this disease from being mistaken for infantile paralysis. In 
some cases of anterior poliomyelitis considerable pain is felt in the limbs, 
»ind some tenderness of the surface and of the muscles. The existence 
of pain during the first two days of the disease occasionally leads to 
mistakes in diagnosis. Thus Marsh records the case of a child, five years of 
age, who was suddenly attacked with pain in the left leg extending down 
the thigh to the knee. The limb was flexed, abducted and rotated outward, 
and any movqpient was painful \ hence the case was recorded as acute hip 
disease, but a closer examination showed the hip-joint to be quite freely 
movable; and after two days, when the pain had passed away, the case 
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sfm found to be one of infantile paralysis. ^ The fevei^ and general 
coiffltitotional disturbances present at the onset had obscured the 
diagnosis. It has been si^ested that when pain is severe a neuritis* 
accompanies the poliomyelftis. The existence of, pain alone is hot a 
Buffirient reason to warrant thm diagnosis, inasmuch as the more recent 
pathology indicates that in the early stages thei« is a congestion of the gray 
matter of the cord which might be sufficient to explaih the pain. If, how¬ 
ever, the pain continue, and tenderness comets on in the muscles and nerves, 
it is probable that a neuritis due to the same infectious agent has ^t in. 
It is to be remembered that polyneuritis is usually a disease affecting 
the extremities symmetrically, and causing drop-wrist and drop-foot; 
that the distal parts are more severely paralysed than the proximal parts 
of the extremities; that thm’e is no such selection of mhscles paralysed 
as in poliomyelitis; and that there are usually sensory disturbances of 
a permanent nature—anaesthesia and analgesia or ataxia—^in addition to 
the pain and tenderness along the nerves: hence in the stage of acute 
onset a polyneuritis should not be confounded with a poliomyelitis. When 
polyneuritis accompanies poliomyelitis, the clinical picture will be made 
up of a combination of these symptoms. 

A localised neuritis of the brachial plexus (Erb’s paralysis) causing 
paralysis of the deltoid, biceps, coraco-brachialis and supinator longus is 
not uncommon in infants, and might be mistaken for infantile palsy. The 
history of injury during delivery and the local anaesthesia in the dis¬ 
tribution of the circumflex nerv'e wll, however, correct the mistake. Such 
cases usually end in recovery. 

Prognosis.—The prognosis in anterior poliomyelitis is always grave. 
Patients do not often die of the affection, but they rarely escape a per¬ 
manent paralysis in some part of the body. It is true that in the majority 
of cases the original paralysis subsides, so that there is apparent improve¬ 
ment to a considerable degree. Thus a patient who has originally been 
paralysed in both legs may entirely recover the power in one leg, and may 
be left with a condition of paralysis in the peronei or in the anterior 
tibial group of the other leg; so that the final condition is very much 
less severe than that of the onset. As a rule the limb that is affected 
never entirely regains its power, and usually shows some atrophy and 
shortening; the growth of a limb is hampered by the existence of 
the disease, and hence in a growing child the unaffected limb outgrows 
the other. It is thought that an electrical examination two or three weeks 
after the onset of the disease will afford some groimd for a prognosis; 
that the muscles which respond to the faradic current three weeks after 
the onset of the disease will eventually recover, while those that fail to 
respond to this current at that time will always be somewhat impaired. 
The loss of faradic reaction, however, is not an indication that these 
muscles will be totally paralysed, since the faradic reaction has been 
known to retrmn in a muscle a year after it has been lost; yet such a 
muscle never completely recovers its size or power. The prognosis is much 
better in the cases which begin with fever than in those which do not. 
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Treatment. —^The treatment of infantile spinal paralysis in the acute 
stege consists in keeping the child quiet in bed, and applying a mild form 
or CQunter-irritation along the spine; this is best done by a paste con¬ 
sisting of mustard one part and flour three parts, applied in a poultice 
along the back and removed as soon as the skin is reddened and •then 
agmn renewed; so that for at least a week there shall be continual counter- 
irntation without the discomfort of a blister; or diy cupping along the 
spin^ may be applied frequefltly. Frequent sponging with alcohol and 
cool^water is indicated in the cases in which the temperature is above 
101°, but phenacetin or antipyrin are not to be used unless the temperature 
reach 1*03° F. There is some advantage to be gained from the internal 
'use of ergot or pf iodide of potash in the early stage, and moderate doses 
of salicylate of soda or of quinine may be used. If the child is in much 
^in or has convulsions, moderate doses of bromide, with or without 
codeia, may be employed as a symptomatic remedy. The general treat¬ 
ment of febrile conditions, a light diet, and laxatives are not to be neglected. 
Eest in a prone position in bod is better than constant lying upon the Ijack. 

When the acute stage has passed over, there is little to be done during 
the first week excepting to nourish the child well and keep the paralysed 
limb warm. Iodide of potash in three to five grain doses may be 
administered three times a day. 

When the paralysis begins to subside spontaneously it is well to 
administer strychnine in full dose— of a grain three times a day for 
a child of three years of age. This remedy is best given at intervals, 
not continuously; it is my rule to use it for a week and then intermit it 
for three days. The condition of mechanical irritability in unxxiralysed 
muscles, as determined by percussion with a hammer, is a good indication 
of the degree of the effect produced by the strychnine, and the 
strychnine may be increased up to a definite point of increase in this 
irritation. It is tp be remembered, however, that twitching of the limbs 
and stiffness of the back, usually indicative of strychnine effects, are not to 
be expected in infantile paralysis where the muscles are paralysed. Whether 
general tonics, such as cod-liver oil, hypophosphites or arsenic, have any 
effect of a favourable kind may be left to the judgment of the physician 
in each individual case. • The most important indication during the stage 
of regression is to preserve the nutrition and function of the paralysed 
muscles; and this is to be attained by skilful massage, by hydrotherapy, 
or by the use of electricity. 

Massage is of the utmost importance in these cases and should be 
given once or twice a day with care, combined with such attempts at 
active movement as the child is able to make. Among the poorer 
classes it is well to instruct the mother how to do this, so that it 
should be given with persistence. The massage should not be of the 
hardest kind, and yoj should be sufficient to stimulate the circulation in 
the limbs, ajjd to promote the lymphatic and venous flow. • 

N^ext to massage mechanical devices which shall induce the child to make 
use of the weakened limb are to be employed. A household gymnasium. 
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adapted'to the individual case, can easily be devised by tie physician; 
{uad,-^ such exercises are made a kind of play for the child, much good 
will be derived from his own efforts. 

Hydrothera^j has also an important use. The "general circiUation in 
the told and flabby limb is aided by warm baths, and it is my habit •to 
order these children to play in warm water (temperatiire 98® F.) for half an 
hour twice daily. This warm bath may bo followed by a cooler sponging 
and brisk rubbing, but cold water should not be employed for j^ase 
children as the temperature of the paralysed limb is always below that of 
health. Proper protection of palsied limbs by extra flannel clothing is 
always advisable. 

Electricity is a valuable agent in the treatment of infantile paralysis,* 
but a clear statement of its use should be made by the physician to the 
family. Electricity has no influence whatever upon the course of the* 
disease. It does not affect the lesion in the spinal cord—either to 
decrease the hyperaimia, or to increase the nutrition of the nerve-centres. 
Applications of galvanism to the spine are therefore absolutely useless; 
but applications to the muscles may be of distinct service in two different 
ways:—first, by causing their contraction, and thus exercising them when 
voluntary exercise is impossible; and, secondly, by promoting those 
chemical changes in the muscle which are essential to growth and 
nutrition. 

Examination of any case will reveal a certain number of muscles in 
the paralysed limb which respond to faradism. These muscles will 
eventually recover entirely,'yet the tone and strength of the muscle should 
be kept up during the peri^ of improvement by means of exorcise with 
either the faradic or galfanic current. It is well proven that, as exercise 
of a healthy arm will markedly increase the size of the biceps muscle, so 
the application of faradism regularly to a susceptible muscle will increase 
the size of this muscle; hence to the weakened muscles which still 
respond to faradism an application of the faradic current for about ten 
minutes once or twice a day will be of service. The majority of the 
paralysed muscles do not, however, respond to faradism, and it is time 
wasted to apply the faradic current to these muscles, for they do respond, 
as a rule, to interrupted currents, the positive polS being placed over the 
muscle and the negative upon the limb at a short distance above. The 
interruptions should be made by an electrode held in the hand, and pro¬ 
vided with a finger-key; and each muscle should be treated for about 
three minutes daily—fifty to sixty interruptions a minute being made by 
the finger. The strength used should be the least which will sectu'e con¬ 
traction in the muscle. When interruptions of the current do not produce 
a prompt response, alternation of the current may be employed by 
reversing the current rapidity by means of the pole changer on the 
battery. It is to be remembered tlmt in this dis^gse the application of 
electricity is more painful than in health. It is also to be remembered, 
in applying electricity to children, that their confidence must be gained ; 
if they are frightened at the first application subsequent treatment will 
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be a con^u^l straggle. * It is my custom, therefore, to begin a course 
of electnoal treatment to a cluld by several applications of the sponges 
^nd electrodes wWle no current is passing, thus accustoming the child to the 
apparatus and gaimn^its confidence. After two or three sfich applications 
a jreak current may be used, and then day by day its strength mjl^' he 
increased, until by the end’of ten days the necessary strength is attained. 
In this way a daily straggle, with unsatisfactory and prolmbly useless 
appl^tions, can be avoided, dhd the parent’s consent obtained to a course 
of treatment to which they would eventually object if every application 
meant a straggle. Any intelligent mother or nurse can be taught to give 
the galvanism or faradism to a child in this manner, and it is iiest to 
"interest the attendant in the treatment from the beginning, and to 
instruct her carefully, so that within a week the treatment can be left 
.entirely in her hands. Such an aiiplication of electricity is to he made 
daily, or twice a day for two or three years. Spontaneous recovery will 
have reached its best at the end of the first year, but even after this time 
these muscles may be brought into a condition of hypertrophy by means 
of continued exercise. When, however, a child is quite able with some 
force to move voluntarily any pmdysed muscle, it is far better to rely 
upon voluntary exercises than upon electric appliciitioiis. If at the end 
of a year no effect is obtained in a muscle from massage, bathing, and 
electricity, there is no use in continuing the treatment of that muscle, as 
it will never recover; its nerve-cells are entirely destroyed 

The use of meelumiatl appamtus plays a groit ijiirt in the treatment 
of infantile paralysis in the chronic stage. It is to be remcnd)ei-cd that 
many weak muscles can do their work only when the limb is placed in an 
'advantageous position, or when they are assisted*in their action. Many 
of the muscles have, as part of their function, to keep the joints in place, 
and this part can bo supplied by pi-opcrly adjusted braces; hence an 
apparatus may enable the child to use a muscle or move a joint which it 
could not do if the joint were unsupported. Again the result of jitiralysis of 
one group of muscles is to allow the joint to be bent by its opponent, or 
to yield to the influence of gravitation; hence, if a brace be not applied 
early to correct this tendency, the paralysis is often followed by deformity. 
There is no disease in ^Vhich orthopaedic apparatus is of more service than 
in infantile paralysis, and it cannot be applied too early, as it may prevent 
the development of contractures and of deformities. There is no stage 
in which it is too late to fix a brace; for even when these deformities 
have occurred tenotomy may be employed to straighten and adjust a 
joint, and then the limb can be fixed by the brace in a proper position. 
But every case has to be treated skilfully in accordance with its own 
peculiarities, and the ready-made braces of the shops are often worse than 
none. A special apparatus for each case must be fitted under the 
direction of an orthogaedic surgeon; and it is to be remembered that in 
a growing clpld such apparatus must bo constantly readjuffted, its length 
and size being changed from month to month in accordance with the 
development of the limb. 
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In many cases of deformity, where there i8« strong contraCfare of a 
fairly healthy muscle overcoming the weak paralysed muscle, thetjuestion 
of tenotomy will arise. Tenotomy will of course result temporarily irf 
a replacement of the deformed limb to its naturah position; but, unless 
the Joint can afterwards be held by a brace in a proper position, tenotomy 
alone will be of no permanent service. Hence, in ^me cases, tenotomy 
is only to be regarded as a preliminary to the proper application of 
apparatus. Apparatus has also been demised (especially in the trea^gnt 
of infantile paralysis of the hands) by means of which weakened muscles 
may be reinforced by elastic bands so applied as to take the place of the 
paralysed muscle. Thus a drop-wrist or a paralysis of the extehsors of 
one side of the wrist can be somewhat relieved by a series of elastic bands’ 
attached to the finger-tips, or to rings and to the elbow, and running 
through a bracelet at the wrist. Such devices, however, are usually dist. 
carded after a time, as they are more cumbersome than useful. Apparatus 
is especially applicable to spinal curvature of the paralytic kind; and in 
any case in which the body or back muscles are involved at the onset, it 
is well for the child to wear a brace in order to prevent the establishment 
of some form of curvature. 

It has been proposed to attach a portion of the tendons of certain 
healthy muscles to the severed tendons of paralysed muscles about the 
ankle, knee, wrist, and elbow, in order that the healthy muscle may be 
made to do the work of the muscle which is paralysed, and a few successful 
attempts in this direction have been reported. I have seen one case in 
which the result was excellent, a portion of the tendon of the post-tibial 
muscle being attached to the tendon of the peroneus longus, whereby all 
weakness and deformity'were corrected. 

M. Allen Staer. 
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POLIOafYELITIS ANTERIOR CHRONICA 


Under this name Vill be included the chronic degenerative diseases 
which involve the cells of ths anterior horns of the spinal cord, and in 
asloKation with these, under Bulbar paralyses, will be described the 
chronic degenerative diseases of the representatives of these cells in the 
m ndiilk. oblongata, namely, the nuclei of the motor cranial nerves. 

The name poliomyelitis anterior chronica expresses a chronic inflam¬ 
mation limited*to the anterior part of the gray matter of the spinal cord ; 
but the name does not really express the disease fully or correctly, for in 
the first place the disease is a chronic progressive degeneration, and, 
secondly, the morbid process may affect the lateral columns as well as 
the gray matter. 

According to recent investigations the so-called motor system con¬ 
sists of two chief parts—(<e) A pyramidal cell in the so-called motor area 
of the cerebral cortex wth its axis-cylinder process, which is prolonged 
through the internal capsule, the pyramidal tract, the decussation of the 
pyramids, and the lateral column of the opposite half of the coixl to the 
anterior horn, where it brejiks up into ramifications in the neighbourhood 
of a cell in the anterior horn; (6) a largo multipolar cell in the anterior 
horn which sends out its axis-cylinder process through the anterior root 
to a particular muscle fibre. We have, therefore, two classes of diseases 
corresponding to the affections of one or bpth of these two ^rts. 
When the anterior horn cell, with its prolongation to the muscle, is 
affected, we have the disease named Progressive spinal muscular atrophy; 
and when in addition the cortical cell and its prolongation are c^cerned, 
the disease receives the name of Amyotrophic lateral sclerosis (Chai-cot). 
The two diseases are described separately (see p. 176). ^ 

Although chronic bulbar palsies are manifestations in the pons and 
medulla of the same process which takes place in the spinal cord, they 
will be described more^nveniently with bulbar paralyses. 


Progressive spinal, muscular atrophy. — (Progressive myelo¬ 
pathy, wasting palsy).—This disease is charactensed, c Wily by gradual 
wasting of the muscles of the limbs in definite groups, hy fihnUar tremors, 
by the reaction of degeneration to electrical testing and by the absence 
of any change in sensation; pathologically, by gr^ual degeneration of 
the ganglion cells of the anterior horns of the spinal cord. 

History. — The first cases recorded were those desenb^ by Sir 
Charles Bell in 1836, who attributed the condition to a lesion of the 
nerves and also by Barwall, who pointed out that the atrophy came on 
after (irrvifig heavy weights. But the first definition of » type 

nt n.'ffnctinff DarticulaT groups of muscles was made by Aran in 

fssTwho f^ribed deven cases, and noted that the small muscles of the 
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haod were first attacked, and the flejcors of thfi wrist end fing^ers ■ before 
the extensors; also that the biceps and deltoids were wasted while th^ 
triceps ^was intect. Fibrillar contractions also were then observed, and 
Arw consider^ the disease to be in the muscles fhemsel^vcis, and not in 
die Serves. He gave the name of Atrophi% musoulaire progressive'to 

the disease. 

Duchenne, in 1853, published a memoi^ on these cases; and in the 
same year Cniveilhier described three coses with necropsies. In two%e 
found nothing abnormal in the nervous system; but in the third atrophy 
of the anterior roots was found. , 

In 1867 Lockhart Clarke first found diminution in size and changes, 
in the cells of the anterior horns, and that the whole of the gray sub¬ 
stance was replaced by a “ cylinder of morbid matter.” 

Charcot’s writings have done much to connect the wasting of the 
muscles with the atrophy of the anterior horn cells. At first all muscular 
atrophies were thought to be due to lesions of nerves, then, until Clarke’s 
discovery in the anterior horns, they were attributed to lesions of the 
muscles themselves. Of late years the muscular atrophies have been 
se|>arated into those depending on a lesion of the muscles themselves 
(myopathies), and those depending on a lesion of the spinal cord (myelo- 
^lathies), the latter of ivhich we are now considering. 

Causes. — Age. —The disease is one of adult life: it rarely begins 
before the age of twenty-five, and it occurs up to fifty; but a case has 
been published by Thomson and Bruce in a child, aged IJ years, pre¬ 
senting some of the symptoms of progressive muscular atrophy, in which 
atrophy of the cells of the anterior horns was found after death. As a 
rule, cases of muscular Atrophy occurring in children are those of idio¬ 
pathic muscular atrophy. 

Sei -,.—Males are more affected than females. 

Heredity. —In a certain number of cases—about' half—there is a 
history of some diseases of the nervous system in other members of the 
family; but there is not, as a rule, that tendency of several members of 
one family to be attacked which we may see in the idiopathic form : 
exceptions to this rule are given on page 213. ^ 

Proximate causes. —Getting wet through and catching cold, and injury 
to the back arc alleged as causes in some cases; and although it is often 
difficult to accept the former as a cause, injuries are more likely to 
have such effect, especially when, as in some cases, the atrophy begins in 
the injured limb; in other instances the injury has been a blow on the 
back or a general concussion of the whole nervous system. 

Syphilis has been considered a cause, and in one case which I saw 
there was a distinct history of syphilis; but treatment directed against 
this disease did not improve the conditition. If syphilis play any part, 
it is probably by altering the nutrition of the uerr'ous system and dis¬ 
posing it to degeneration, as in locomotor ataxy. ‘' 

I^cessive worry and anxiety have been given as immediate causes, 
and sexual excesses also. In many cases no cause can be suessed at. 
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Other organs .—The other organs of the body present ao evidence of 
disease associated with the condition of the nervous system; but with 
Patches of sclerosis occurring in the medulla it is not surprising that-' 
palpitation and dyspnoea should be noticed. So too the urine sometimes 
contemns sugar, which disorder has also been fbund associated with 
patches of sclerosis in the medulla. 

Cowrse and duration. —P. Marie has distinguished'four modes of'pro¬ 
gression in this disease : 1, A chronic pre^essive course; 2. A chronic 
course with sudden intercurrent attacks of disturbance of visibn,^q>o- 
plectiform seizures, hemiplegia, and the like; 3. A chronic remitting 
course; 4. Increasing improvement or apparent cure. 

From what has already been said in describing the manifestations of 
the disease, it will bo obvious that the third of these, modes is th$ most 
common; while, if wo exclude the fourth group, which probably does not 
deserve consideration except as part of the third, the leasV common mode 
is that included under his second group 

We have seen how common it is to meet with periods of arrest, or 
even of improvement amounting in some cases perhaps to apparent cure. 
And we have also seen how such remissions are followed, after a variable 
time, by relapses; several such improvements and relapses possibly 
occurring in the course of the same case. That no hard and fast line 
can bo drawn between such cases characteristic of Marie’s third group 
and his fourth is obvious in that although he includes in the fourth group 
only the cases in which there is apparent cure, we have seen abundant 
evidence that, after long periods of arrest, exacerbations occur; and 
probably no case of true multiple sclerosis over ends in recovery. The 
chronic progressive mo 40 of Marie’s first group is characteristic of the 
classical type of the disease, and is next in frequency of occurrence to„the 
chronic remitting mode. Charcot has described three stages in the course 
of this chronic progressive mode: the first from the time of onset until 
the spastic paralysis and tremors are established; the second in which the 
patient is more or less confined to bed, the spastic paralysis has gone on to 
contracture, and all the symptoms of the first stage are further advanced ; 
—this is a stage of the disease which may last for many years, during 
which the nervoiu symptoms do not progress materially, and the patient’s 
nutrition is well maintained; the third stage is characterised by general 
nutritional disturbances, loss of appetite, emaciation, and tendency to 
decubitus; the psychical disturbances are far advanced, the speech defect 
is more marked, the sphincters are paralysed, cystitis sets in, bedsores 
form in neglected cases, and death results from pyaemia. 

Whatever the mode of the disease, this final stage is common to most 
cases of disseminate sclerosis. Some intercurrent affection, however, 
sych as pneumonia, pleurisy, or phthisis, may prove fatal; in some cases, 
again, death is caused by bulbar paralysis consequent on patches of 
sclerosis locatejj^ in this part ^ 

Nothing is more difiBcult' than to fix the duration of the disease; the 
diversity is too great All that can be said is that the duration is to 
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bo reckoned by years ; a|id that, according to Charcot^ whose statement 
has been confirmed by subsequent writers, patients in whom “spinal" 
^ymptopis ftlone are present may live for twenty years or more after the 
first manifestations of the dise^ise. 

I 

Morbid anatomy. —Th® patches of sclerosis are iiregularly tlistributed 
throughout the iieiVous system in the most random manner ]H>ssible: 
there being no part which issnot liable to be so affected, though some 
parft af)pear to be especially jirone to invasion. That the disease is a 
general one, at any rate so far us the central nervous system is eonccrni'd, 
there Can be no question ; and, accordingly, the view formerly held that 
a cerebral as distinguished from the spinal form of the affection ctin be 
recognised pathologically as well as clinically is no longer tenable. 
Althouglf the clinical manifestations of the dise^ise may ]H)iiit to the brain 
or spinal cord fieing separately affected, it is highly improbable that a 
careful examination of the nervous system after death, macroscopically 
and microscopically, will fail to reveal unequivocal evidences of aflection 
of all parts of the central nervous system at least; whether any 
concomitant affection of the {mripheral nervous system he present or 
not. As we have already seen, of the apparently isolated affections of 
a particular region of the nervous system, the spinal form is the more 
frequent; it is easy to understand therefore how patches «>f sclerosis in the 
hrain, too small to give rise to symptoms, may readily be ovcrlooketl even 
after death, unless great care be exercised in the examination of the organs. 
On the other hand, in iwre instances where the symptoms ])oiiit to affection 
of the brain alone, little difficulty can be experienced in detecting 
evidences of concomitant affection of the s])inal«cord ; that is, if jtrujmr 
opportunity is found for the study of the morbid anatomy of the case. 

Charcot, while recognising a pure spinal form of the affection, 
admitted that injthe cerebral form the possibility of ureas of sclerosis 
being found also in the spinal cord could not he excluded; and Krb 
believes that a jiurcly cerebral or spinal form of the disease is very 
rare. 

An exception to the rule appears to be forthcoming in a case of 
disseminate sclerosis, recently published by Probst, in which, with patches 
of sclerosis in the pons and medulla, there cxistc<l no such sclerotic areas 
in the spinal cord : there was, however, a systemic degeneration of the 
crossed and direct pyramidal tracts; the pyramidal fibres, from the 
proximal end of the pons to the lumbar region of the spinal cord, lieirig 
degenerated. There was also a less pronounced <legeneration of the 
postero-intemal columns, extending from the upper part of the thoracic 
region of the cord to the termination of the tracts in the nucleus of the 
funiculus gracilis on each side. As I have said, although in so far^ 
the nervous system is concerned the disease is a general one, it appears, 
nevertheless to be nfore prone to invade certain regions thap others. If, in 
the first pla^, it appears to aflect the central nervous system, as opposed 
to the peripheral, more commonly and in greater degree, we must 
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remember that even this statement, based, as it is, on past«observation8, 
ia one which may have to he considerably moditied in the light of future 
r 9 eearcheB; for the peripheral nervous system in cases of disseminate*^ 
sclerosis has not been examined with anything like the regularity and 
care fihat has been bestowed upon the central nervbus system. 

Most observers have recognised certain sea^s of election in the disease. 
According to Sir William Gowers, the centrum ovale of the cerebral 
hemispheres is a frequent seat, whereaa few patches occur in the 
cerebellum. Erb finds the floor of the fourth ventricle, the pbn8,*'lhe 
walls of the lateral ventricles, the white substance of the cerebral 
hemispheres, and the white tracts of the spinal cord, to be the parts 
most commonly afi'ectod. Striimpell is of opinion that the patches of 
sclerosis occur specially in the white substance of hemispheres, the 
walls of the lateral ventricles, an<l the corpus callosum; thaf they are 
somewhat plentiful in the pons; less so in the medulla; but very plentiful 
in the spinal cord, especially in its white substance. My own observa¬ 
tions are in harmony with those of Striimpell, which, as may be seen by 
comparison, diflbr little from those of Erb. The former observer’s 
statement, however, that the medulla is usually less affected than the 
pons and spinal curd, does not accord with what I have found in 
the cases that I have examined. I am in a jmsition to corroborate 
the statements of those observers, including Sir William Gowers, who 
have found that, as a rule, few patches occur in the cerebellum; but 
my observations do not accord with those of Obersteiiier, who finds 
that patches of sclerosis occur less commonly in the lumbar region of the 
spinal cord than at higher levels. 

A further point of,importance, with regard to the distribution of 
the sclerotic areas, is the degree in which the white matter, is 
affected as compared with the gray. Since the time of Charcot, who 
was of opinion that the patches are rarely found in ^e cortex of the 
brain or cerebellum, most observers have expressed similar views—Sir 
William Gowers believes that the jiatches seldom invade the gray 
matter of the cortex, and that they never appear to begin in it. It is 
very striking, sometimes, to see how strictly limited the patches are to 
the white matter, at any rate as seen macroscopically, abutting on the 
surface gray matter both in the cerebrum and in the cerebellum, without 
actually invading it; but that in other instances.the gray matter of the 
cortex is invaded there can be no question. Dr. E. W. Taylor finds no 
justification for the view that, in respect of the general distribution of 
the disease, there is any seat of election; he not only finds that the 
gray matter of the cortex of the cerebrum and cerebellum does not 
escape, but also that the patches may begin in the cortical gray matter, 
apd be limited to it. This latter point I have not myself had an 
opportunity of observing; and, while fully agreeing with Taylor that 
the gray matter of the cerebrum and cerebellum does not escape, my 
observations certainly support the views of those who regard these parts 
as being less commonly affected than the white matter. A curious and 
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interesting fa<»t, one on wl^ich others have commented also, is that, in spite 
of this slightor tendency to affection of the surface gray matter of the 
<erobra].hetni8phere8, the gray matter of the basal ganglia ainiears to ho 
a favounto scat for the sclerotic process. • 

, There seems to b^ no nile as regards the frequency of affectii^n of 
the gray and whito^ matttv of the crus, pons, aiul medulla oblongata; 
and the view that the ventral aspect of the pons is more comniuiilv 
afl^cted^ than the dorsal is not supported by my observations. The 
cases I have examined show an irregular, raiuloin distribution in the 
crus, pons, and medulla, with no resiiect for gray matter as opimsod to 
white f indeed, in so far as these observations go, the gray matter and 
mixed^regions were possibly more affectetl than the purely white matter 
of the ventral aspect of these parts of the central nervous system. Ituch- 
wald anci others thought that ccrtsiin systems in the sjtiiial curd are 
specially prone to participate ; aiul Buuriieville and Oii^rard noted a 
predominance of the patches in the symmetrical columns of the coni. 
However true these statements may be, the fact rcniains that the most 
varied pictures may be seen in the spinal coni as a result of the distri¬ 
bution of the sclerotic areas. I have seen a pruetie.ally complete 
transverse lesion produced by a [Hitch of sclerosis ; an exceedingly small 
group of myelinated fibres alone remaining in one part of the [icriphcry 
of the transverse section : in other instances an almost accurate hemi- 
section had been similarly proiiuced ; in others hut a quadrant of the 
sectional area had been involved, while in others again several [latches 
were scattered indifferently through the transverse section. As far then 
as my observations go, they certainly accord with those of others who have 
found the [latches of sclerosis most commonly afiiectiiig the white matter 
of (he cord; but the gray matter by no means escapes, for [xitchcs of 
sclerosis may be found not only invading the gray matter, but, in cer¬ 
tain regions, practically limited to it. 

The degree to which Ihe peripheral nerrous system is affected in dis¬ 
seminate sclerosis is a question that has received compiirativcly scant 
attention ; so that, beyond certain facts in connection with the cranial 
nerves and the spinal nerve-routs, wo have very little definite informa¬ 
tion to guide us. Neaaly all authors have noted affection of some of the 
cranial nerves. Bourneville and Guerard, while citing the observations 
of Cniveilhier, Skoda, Vulpiari, Lionvillc, and Ordcnstcin—who found 
patches of sclerosis in the hypoglossal, vagus, glosso-pharyngeal, optic, 
olfactory, and oculo - motor nerves — believed that the cranial nerves 
generally escape. Jolly also found the cranial nerves unaffected ; while 
Charcot was of opinion that the optic, olfactory, and fifth cranial nerves 
alone are affect^. E. W. Taylor found partici[Nition of all the 
cranial nerves (with the exception of the olfactory, which was not ef- 
amined) in two of his cases ; either the nuclei, the central portion of the 
nerve from Jhe nucleus to the surface of the pons or mqdulK or some 
part of its peripheral course being diseased. In a third case he found 
the degeneration not so pronounc^ ; but the roots or nuclei of most of 
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the nerves were affected. Claus found the third, fourth, fifth, and 
twelfth cranial nerves most affected; the seventh and eighth but slightly 
so, while the olfactory and optic nerves were free from change. , Similan*' 
escape of the olfactory and optic nerves, which are usually regarded as 
favo^uite seats of the morbid process, has been hoted by Probst, who 
found the facial, vagus, hypoglossal, and motor part of the fifth cranial 
nerves affected. * 

Uhthoff, who has made a careful study of the optic nerves in dis¬ 
seminate sclerosis, finds that some of the patches met with in theifi *fire 
indistin^ishable from those of a tabetic atrophy; otherwise the 
process is of an interstitial neuritic character. In all the cases ex¬ 
amined by E. W. Taylor the optic chiasma was the seat of patches of 
sclerosis; and in two of them so pronounced was the chan^ that 
scarcely any myelinated fibres were to be seen. Of two wdil-marked 
cases of disseminate sclerosis, which I have examined comparatively 
recently, the optic chiasma of one, while presenting patches of sclerosis, 
had much of its structure preserved; yet the optic tracts behind 
and the nerves in front were much more extensively destroyed : in the 
second case the chiasma and tracts were intact, and the peripheral 
portion of each nerve for a short distance behind the globe was affected; 
although a portion of the nerve next to the normal part contained no 
myelinated fibres, a few such fibres were to be seen in the portion of 
the nerve immediately behind the globe. 

Charcot, Erb, E. W. Taylor, Probst, and others have noticed that 
iht spinal net-ve-roots, both motor and sensory, may be attacked; and 
Taylor in his cases found also an extensive degeneration of the nerves 
of the cauda equina; byt, so far as I have been able to discover, neither 
this observer nor any other has made any systematic examination of, the 
peripheral system of spinal nerves. My own observations in this 
direction have been too few and too fragmentary to be of sufficient value 
for publication at present. ' 

The appearaitce of live islets of sclerosis is very characteristic, and, it 
appears to me, quite unlike that of any other morbid process met with 
in the nervous system. The patches are of a warm gray colour, or of a 
brownish or reddish gray; they are both darker and more translucent 
than the gray matter of the cerebral cortex. Sometimes they have 
quite a gelatinous appearance, and are more or less of this consistence 
on palpation, being distinctly soft; in other instances the patches, 
though somewhat glistening, are firm in consistence. The sclerotic 
areas are irregular in outline, and to the naked eye appear sharply de¬ 
limited from the adjacent healthy nervous tissue; they vary in size 
from areas a few millimetres in diameter to others whose diameter may 
b^ measured in centimetres rather than millimetres. When seen on the 
external surface of some part of the central nervous system, such as the 
pons, they may be on a level with the surrounding tissue^ or may be 
slightly more prominent; while as seen on cut section of some part they 
are usually on the same level as the immediate •surrounding tissues, or 
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are, it may be, slightly depressed below that level. They are to be seen 
•^th external surface of the spinal cord and on section, and are 

usually ^eater in vortical than in transverse extent. 

The microscopical evamimfion of ajiectal jmrts of the central nervous 
syetem nmy quite corroborate the impression gained on macroscopic 
examination in regard to the dehnite limitation of the aflectcd areas 
from the surrounding health}^ tissues. Charcot was of opinion that an 
int»wnediate zone of slighter affection seijaratos the healthy from the 
diseased parts; and, although this is true in the case of s<inie of the 
patcheg, my observations quite accord with those of E. W. Taylor, who 
found, in the case of other patches, an abrupt transition from diseased 
to healthy tissue, without inteqwsition of any zones of inlemietliate 
degrees. J have seofl an area in which all the fibres were deprived of their 
myelin sheaths lying next to an area whoso fibres had all their myelin 
sheaths preserved j the change from healthy to diseased tissue lieing 
quite abrupt. In my experience, even in the majority of instances 
whore an intermediate zone exists, the transition from normal to ab¬ 
normal, in the sense of complete absence of myelinated fibres, is very 
rapid. There is, however, this difference to be noted, that it is much 
more common to meet with abrupt delimitation in regard to the latond 
limits of the patches when they allcct long tracts of ]>arallel fibres; 
whereas there is, as a rule, a much more gradual transitiun from the 
normal to profound alteration in so far as the einls of such .-ireas of 
sclerosis are concerned. Thus in the spinal cord if a loiigitudinul 
section bo made, and an area of sclerosis found situated in a tract of 
parallel fibres, the non-myolinated fibres at the periphery of such an 
area may be seen lying side by si»lo with nornfaliy myelinated fibres; 
whA-eas the upper and lower limits of the sclerosed areti may show no 
such abrupt limitation, the fibres showing various iiitormcdiate stages of 
degeneration betvaeen the point whore they are devoid of their myelin 
sheaths and that where their myelin sheaths are i>erfectiy intact. 

There is one point at least with regard to the histological changes 
met with in disseminate sclerosis on which there is unanimity of opinion 
among observers: all are agreed that the nerve-fibres in the affccte«l 
areas are deprived of (!heir myelin sheaths. It is a striking fact that 
while sections prepared by the Weigert-Pal method show this complete 
absence of myelin sheath which, normally, takes on the hmmatoxylin 
stain, sections prepared by the Marchi method show but little evidence 
at the margins of the affected areas of the process of destruction going 
on in the myelin sheaths, such as might reasonably bo anticipated if the 
process bo progressive, even though chronic. So chronic and slow in 
progress is the disease in some instances that the absence of such evi¬ 
dence is not surprising; but I have met with one instance at least ifi 
which the clinical manifestations of the disease had been in existence for 
a period sufficiently short to warrant the expectation that this evidence 
of destruction of myelin would be found, yet there was singularly little 
confirmation of the conjecture. 
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Where transition stages of the destructivoD process are'met with, the 
serve-fibres, instead of being completely denuded of t^eir myelin- 
slieaths, present various degrees of alteration of the same; the sheath’ 
may be swolldh more or less uniformly, or in irregular manner; 
hnobby swellings of it may alone remain attached to the axis-cylinders 
in parts; or there may be no evidences o! acute destruction of the 
myelin sheath, but rather an atrophy of it, a narrow ring only of 
myelin remaining around the axis-cylind^. Here and there grarxlar 
cells and corpora amylacea may sometimes be seen. 

The degree of resistance which the axis - cylinders offer ,to the 
destructive process is a curious feature of the disease. This has been 
insisted on by the different writers who have dealt with the subjeat from 
the time of Charcot to the present day. Areas in which (here is a 
complete absence of myelinated fibres may, neverthelessf be occupied by 
naked axis-cylinders, apparently unaltered in character. This does not 
always obtain, however; for the axis-cylinders, though capable of re¬ 
sisting the destructive process, may in the end succumb like the other 
parts of the nerve elements. Popoff has recently expressed the view, 
and brought forward evidence to support his contention, that there is not 
in reality this supposed escape of the axis-cylinders in the destructive 
process of the nerve elements; but that, having been destroyed, they 
are capable of regeneration, and that it is to this capacity that the naked 
axis-cylinders owe their presence. One of the facts on which Popoff 
places most reliance is that, according to him, the ends of many of the 
axis-cylinders nmy be seen to be composed of a bunch of fibrils, just as 
is seen in the process of regeneration of peripheral nerves; but as yet 
this description stands'ninconfirmed by other observers; there has been 
nothing in the appearances in the cases I have examined to lead me 
to any such conclusion. Weigert, whose observations are based on his 
selective neuroglia stain, concludes that Popoffs supposed regenerated 
axis-cylinders are neuroglia fibrils. 

The preservation of the axis-cylinders, in great degree at any rate, 
in disseminate sclerosis leads us next to consider what is perhaps the 
most extraordinary feature of the disease, certainly the most difficult 
of explanation; namely, that it is exceedingly'‘rare to meet with any 
evidences of secondary degeneration of the nerve elements; and that 
when any such evidences are found, they are limited, as a rule, to a very 
small extent in the immediate neighbourhood of a sclerotic area. On 
examining, for instance, some of the affected parts of the spinal cord in 
which the morbid process has invaded one or other of the long systemic 
tracts, it seems incredible that no secondary degeneration of the fibres 
of the tract is to be found in regions remote from the sclerosed area; 
nevertheless, such is the case. The most reasonable explanation that 
has been offered for this absence of secondary degeneration of the nerve 
elements in disseminate scle.TOsis is that first suggested by Schultze, who 
attributed it to the preservation of the axis-cylinders, supposing that 
secondary degeneration only results when these ftre destroyed. Keason- 
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able as this explanatioi% is, it is not altogether satisfactory ; for most 
.jjbservers are agreed^ that in the later stages of the morbid process 
Mestructrion of the axis-cylinders does result; and this, it may bo, in no 
mean proportion : yuj even in such cases no secondary d^cnoration mav 
betforthcoming. To explain this discrc|)nncy, it has been urged th*t the 
destruction of the a^is-cylTnders docs not take ])Iacc in siiiticient number 
to allow of^ the secondary degeneration being recognised—an argument 
wlii^h, ,whilo possibly justilTed where observations arc iuised «>n the 
Weigert-Pal method of staining, cannot be regarded as satisfactory in so 
far as the Marchi method is concerned ; for by the latter method 
isolated degenerated fibres can be pickctl out, aiul the jwesonce of a 
collection of them is not re<piircd for the detection of the degeneration. 
PopofiTs ^ypothesisi with rcgiinl to regeneration of the axis-cylinders 
does not help us; as before regenerating they must be <lestruv^:d, and 
with their destruction we ought to find evi<lence of seeondarv' degenera¬ 
tion, whether they are subsetpicntl^’' renewed or not. ^■et there are very 
few recorded cases in which secondary degeneration has been est^iblisluMl 
.with certainty. Among those who have observed such degeneration 
are Jolly, Werdning, Ikibinsky, Redlich, and Rossoliino; but in eases 
of the kind the secondary «legeneratioii has usually been traced but a 
very short distance from the sclerosed area. Schultxe has recorded an 
instance in which a tract degeneration was cst.'iblishcd with probability 
in a case complicated by [taralytic dementia. So Buss, t(H>, foiiml 
descending degeneration through the whole lumbar cord, and an ascend¬ 
ing degeneration of Goll’s column and the direct cerebellar tract from 
the level of the eighth cervical nerve-roots to the medulla oblongata; 
but such a state of things must be exccptionfilly rare. The case re¬ 
corded by Probst, and already refcrreil to, is remarkalde in that, with 
areas of sclerosis in the pons and medulla and none in the spiiuil 
cord, there waseiiot only degeneration of the pyramidal tracts, but 
also of the imstero-internal columns in the iipiter jmrt of the cord. 
Another notable feature in the case is that, in spite of other tracts in 
the pons and medulla being as much or even more affected than the 
pyramids, these fibres alone showed signs of secondary degeneration. 
This case, however. Stems open to the inteqnetation that two in¬ 
dependent diseases existed in the same jjatient; though Probst considers 
this not to be the case, and has adduced what he considers adetjiiate 
proof in support of his contention. Most observers have found cither 
no secondary degeneration at all, or degeneration limited to a very short 
distance from the sclerotic areas. I have seen sclerosis so situated in 
system tracts as to be mistaken for a tract degeneration by those not 
sufficiently familiar with such appearances to be able to judge of their 
real significance; so that only the results of cxi)erience<l observers c*n 
be relied on with anv degree of confidence in this matter. 

Like the axis-cyTinder, that portion of /.he neuron wdiich comprises 
the cell is also nnaiTected till late in the course of the disease. Most 
authors state that sucB late affection of the ganglion cells does take 
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place; but Koppen, Kossolimo, and otherst have foun'd these cells 
ULormal. It is surprising how much sclerosis may be found, in the im¬ 
mediate neighbourhood of such ceils without the cell itself Showing' 
changes; even Vhen examined by more recent tgtid delicate methods, 
■uch%.s that introduced by Nissl, and various^ modified since. On the 
other hand, that the cells are destroyed when the sclerosis is most in¬ 
tense in the gray matter appears to me beyond question. Charcot 
and Bourneville, and Gudrard, all descrillbd a yellow degeneratiopoof 
the cells; Sir William Gowers speaks of them as undergoing atrophy in 
the neighbourhood of sclerotic tissue; and Obersteiner considers t^at all 
the changes met with in the cells in myelitis may be present in this 
condition. Formann, Schuster, and Bielschowsky have also noted cell 
changes. * 

E. W. Taylor, while fully recognising that pigmentation of cells 
may have no pathological significance, more especially in old persons, is 
of opinion that, taking into consideration the age of his patients 
and the degree of pigmentation met with in two of the most advanced 
cases, the condition must in them be regarded as pathological. 
But for the preface to Taylor’s observations, one would take any 
such results with considerable scepticism; as pronounced pigmentation 
of ganglion cells may be met with where they clearly have no patho¬ 
logical significance. The necessity for caution is further suggested by 
the fact that neither the axons nor dendrons of such cells showed any 
evidences of degenerative changes in his cases. Apart from this wide¬ 
spread change in the cells, however, Taylor states that he met with cells 
without nuclei in various stages of degeneration; and that, while the 
nerve-cells of the nucM of the cranial nerves were mostly fully pre¬ 
served, he established with certainty a diminution in the number of 
cells in the oculo-motor nucleus, especially on one side. In one case he 
found that the cells were preserved in areas of the cerebral cortex where 
sclerosis was present, but that where the sclerosis was very advanced 
distinct atrophy with diminution in the number of cells appeared. In his 
third case, in which the sclerotic process was not so advanced, no distinct 
coll changes were found, with the exception of a group of ventral horn 
cells in the cervical region of the spinal cord. Ta/ior, therefore, concludes 
that degeneration of the ganglion cells occurs, but only in an advanced 
stage of the process; for a long time they remain intact, and for the most 
part functioning, a fact that explains well why in disseminate sclerosis 
muscular atrophy and the reaction of degeneration are rare phenomena. 
In Probst’s case the cells of the hypoglossal, vagus, facial, and trigeminal 
nuclei were affected by sclerotic patches, which compressed their destruc¬ 
tion ; while, in the absence of any sclerotic areas in the spinal cord, such 
oliangeB as were seen in the ventral horn cells were regarded as com¬ 
parable with the changes which are met with in these cells secondarily 
to cerebral lesrons. 

Marked increase of the Mersfitial tissue has been described by nearly 
all observers as forming part of the anatomical pi6ture. A case recorded 
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by Remhold ^as quite exceptional in this respect, in that* there was 
^extensive duappearance or the nerve-sheaths and axis-cylinders w'ithout 
increase aof the glia tissue, except in the centre of the patches whore 
there was slight hy^yilasia. As a rule there is niarktXl proliferation 
of Jbhe interstitial tissue, the dense mass of fibrils Iming arranged longi¬ 
tudinally where the patches occur in association with any of the long 
tracts of the central nervous system; many small glia cells are also 
forming a feltwork ol interlacing fibrils when some part of 
the gray matter is affected. In the latter case, instead of the fibrils 
being arranged parallel to the nerve-fibres, tlicy spreiul out in all 
directidhs from a centre where the tissue is most dense; and they may 
' be se^ insinuating themselves between the nerve elements at the 
poriphery^of the patches where the fibrillary nieshw'ork is loss dense; 
this change beyig accom])anied by the presence of innumerable glia 
cells. Sometimes patches of increase of interstitial tissue are to bo soon 
on the surface, and the pia may be adherent in such places; but there 
is nothing in such findings to support a view*, formerly hold, that the 
whole morbid process in this disease originates in the pia. The majority 
of the patches of sclerosis have no connection whatever with the pia, 
and can in no sense be regarded as depending on any morbid process 
engendered in this membrane. Moreover, the slight changes which 
may sometimes be seen in the pia connected with a patch of surface 
sclerosis are clearly secondary to the change in the cord, or other part of 
the nervous system concerned. Afiart from such areas, the pia shows 
no evidence of any alteration in structure. Some observers have 
described a round cell proliferation as the earliest stage of the inter¬ 
stitial hyperplasia, such cells being described a% esimcially plentiful in 
the.neighbourhood of blood-vessels. Uindficisch, Leubuscher, Ijeyden, 
and Ghvostek noted proliferation of the colls in the neuroglia. Chvostek 
and Ribbert held^hat the leucocytes wander out of the vessels and then 
become changed into fixed cells. Fiirstcr also held that wandering 
leucocytes might become transformed into glia colls; so that originally 
wandering leucocytes were supposed to become fixed cells of connective 
tissue type, which subsequently develop into fibrils. In the morbul 
patches it is difiScult tabe certain how far glia fibres and glia cells are 
related to each other; in all prolmbility, however, glia fibres spring from 
the cells. The precise appearances met with dejicnd on the ages of the 
patches: thus in early patches little fibrillary structure is to be maile 
out, the very fine fibre network being scarcely visible, and the chief 
change being a cell increase; in older patches the glia cells are more 
separated from each other, and the network of fibres is better seen. 
The oldest patches may have quite a homogeneous appearance ; and in 
such patches Probst found, in addition to the small glia cells, largar 
spider cells (14 to 20 /*) with large nuclei; their processes forming a 
beautiful m^hwork,*the interspaces of whicij were homogqpeous, with no 
ground subatanee to be seen; this description has been corroborated by 
Frommann, Hiiber, and Bedlich. 
vox. VII 
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While-changes occur in connection with^Ae hlood-vesMs in a certain 
proportion- of cases of disseminate sclerosis, such changes are not met, 
with invariably; some cases show no departure from the normal in 
this respect, ^he vessel walls may be thickened to a variable degree; 
in some cases the increase in thickness is sligtit, while in others it 
is pronounced; but nuclear proliferation is uSbally slight. Moreover, the 
vessels are sometimes engorged, and a marked increase of the number 
of the* smaller vessels may be seen, especially of the capillaries. ^ In wch 
cases white blood cells may escape from the vessels into the surrounding 
tissues, or small extravasations of blood are visible. The perivascular 
spaces are widened in many cases in which vascular changes are m'et with. 

Rindfleisch first described affection of the vessels in disseminate ‘ 
sclerosis, and a great many observers have sinpe met with similar 
changes; but others, among whom may be mentioned Leyden, Jolly, 
Buchwald, Hiiber, and £. W. Taylor, have been unable to find any 
alteration in the vessels. In a case recorded by Probst, though there 
were no changes in the vessel walls, there was engorgement of the capil¬ 
laries and increase of them in places, with widening of the perivascular 
space—conditions which have also been described by Leo, Kelp, Buchwald, 
Putzar, and others. Charcot, Gu4rard, and Frommann are among those 
who have found vascular changes in disseminate sclerosis; and, in addition 
to the more commonly described changes, they met with narrowing of the 
vessels. Bibbert, another author who has described changes in the vessels, 
found thrombus formations. Most observers have described thickening 
of the vessel walls, widening of the perivascular lymph space with a 
large number of leucocytes, and increase of nuclei of the vessel walls. 

Pathology.—Leaving out of consideration those points in the patho¬ 
geny of the disease already sufficiently dealt with in discussing its causes, 
we have still to consider the origin of the morbid process. Various views 
have been advanced on this subject, and cogent arguments have been used 
in support of this or that hypothesis. The first questions are whether 
the morbid process is one which affects the nerve elements primarily, or 
whether the interstitial tissue suffers first 1 The explanation commonly 
accepted is that the process is primarily interstitial, consisting in a chronic 
inflammation; and that the myelin sheaths of the neurons suffer secondarily 
—a view that has been supported by Charcot, Erb, Gowers, Leyden, 
Wernicke, and others. Leyden has gone even farther in this direction, 
and has determined that a multiple sclerosis may be evolved from an 
scute myelitis; moreover, in their article in Nothnagel’s Syttem of Medkine, 
this observer and Goldscheider have treated disseminate sclerosis as a 
form of chronic myelitis. Bikeles also classes this disease as a myelitis. 

The opposite view, which regards the disease as a primary affection 
qf the myelin sheaths of the neurons with secondary hyperplasia of the 
interstitial tissues, owes its origin to Adamkiewicz, whose conclusions 
were based oi^the results of a safranin stain which* is Bup|v>sed to have 
a specific colour reaction for healthy and diseased myelin; but as the 
method is untrustworthy, the arguments based upon it are frail. A 
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case, recorded ty Reinhold, and already cited, may be interpreted on 
tbe lines of Adamkiewicz’s view. The anatomical changes were quite 
unusual; hs has already been said, in the presence of extensive dis¬ 
appearance of the myeUn sheaths and axis-cylinders ther^ was little or 
no increase of the glia tissue: and Heinhold regarded the case ns an edi'ly 
one of an ischaemic or«toxic aegeneration, w'ith much loss of aif inflamma¬ 
tory character. Hiiber supports the view that the nerve elements sufler 
prinB^y^ and that the sclwofis is secondary to the affection of the 
parenchyma. He considers that there is a simple degenerative destruc¬ 
tion of (he myelin sheath or of the whole nerve-fibre, and that the 
process is not inflammatory as we are accustomed to see inflammation in 
' acute mfrelitis. Redlich holds similar views. Both of these observers 
could deteqf; fresh paltehes where there was disappearance of the nerve- 
fibres in great masses without change anywhere in neighbouring inter¬ 
stitial tissue. Huber’s view has much to recommend it; moreover, a 
point which has oftentimes been suggested to me by a study of the 
morbid anatomy of this disease has not escape*! his attention also; 
namely, that an interstitial proliferation, originated by a paren¬ 
chymatous degeneration, may spread beyond the limits of the 
nerve elements primarily diseased, and may thus lead to secondary 
destruction of the nerve elements of contiguous parts. In this way the 
fact may possibly be explained that in the outlying districts of a patch 
of sclerosis the interstitial tissue change is often obviously in advance of 
the destructive process in the nerve elements. This may bo seen more 
especially where the gray matter is invaded in any region; for under 
such circumstances, as has already been said, the interstitial tissue may 
be seen insinuating itself between nerve-cells whei%in hitherto there ha^ 
been no evidence of any deleterious effects on these parts of the neurons. 
The importance of giving due consideration to this {wssibility will be 
obvious when it is lemembered that this very fact, that in the peripheral 
zones of sclerotic areas the interstitial process may oftentimes be seen 
much in advance of any destruction of the nerve elements, has been 
adduced as strong evidence that the whole morbid process is primarily 
interstitial; whereas, in reality, the process may be primarily parenchy¬ 
matous, giving rise to prdliferation of the interstitial tissue secondarily, 
whUe the hyperplasia thus started may in its turn lead to destruction 
of other nerve elements. According to this view, some of the nerve 
• elements suffer primarily, while others suffer secondarily to an inter¬ 
stitial tissue proliferation originated by the primary degenerative changes 
in the one set of nerve elements. 

The view that the morbid iwocess is primarily parenchymatous 
accords well with the growing belief that the disease is toxic in origin; 
for the effects of toxins on the nervous system are as a rule first mani* 
fested on some part of the neuron itself, whose destruction leads to 
secondary proliferation changes in the interstitial tissues. 

Another view held by some U that the process is primarily vai^lar, 
and that the vessel ehanSes lead secondarily to the other morbid con- 
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ditioQB. This interpretation of the morbid picture was that adopted 
by Bindfleisch as long ago as 1863; and it has since .found favour 
with different observers, including Bibbert, Buss, Williamson* Fiirstner, 
Goldscheider* P: Marie, Hess, and Bartsch. An argument which has 
betn advanced in support of this hypothesis—namely, that a vesselT with 
altered wdlls, and it may be even obliterated lumen, may be seen in the 
centre of the sclerotic patches—does not hold good in many cases, for 
patches may often be seen which are** in no way related to F^sels. 
Further than this, while vessel changes are met with in a considerable 
proportion of cases of disseminate sclerosis, there are cases of the disease 
on record, otherwise typical, in which the vessels have shown no morbid 
change. Moreover, when vessel changes are present the most pro¬ 
nounced alterations may be seen in parts of the Central nenr/ous system 
quite free from any other morbid change, while well-marked degenerated 
areas may be in no way related to vessels. There is much then to suj^est 
that the vessels may be affected by, say, some toxin to which the other 
morbid changes met with in the disease are due; but that the vascular 
change can in no sense be regarded as the starting-point of all the anatom¬ 
ical changes, though of some of them it may be. 

A further hypothesis to be considered is that of Striimpell, who, 
as a result of two observations in which he met with a combination 
of hydromyelia, central gliosis, and multiple sclerosis, suggests that 
possibly disseminate sclerosis is not a disease of exogenous origin at all, 
but one truly endogenous; and again, that it is a multiple gliosis 
depending on congenital influences, such as are operative in the case of 
multiple neuroma, fibroma, lipoma, and the like. In support of his 
contention he points* to the fact that nearly all nervous diseases of 
exogenous origin are characterised by early affection of the ner^e-cells 
and axis-cylinders, multiple sclerosis. being the only exception. Ho 
further points out that if the disease begins in the ^ia, without primary 
affection of the neurons, it is euier to understand why the myelin sheath 
suffers alone, and why the axis-cylinder may be so long preserved. 
Then again, the fact that the disease usually manifests itself in young 
persons, and that its first manifestations may be traced even to child¬ 
hood, is regarded as significant in this connecflon. Strumpell also points 
out that a disease may be thus endogenous, and yet the impetus to the 
disturbance may be the result of some exogenous influence; such as an 
acute disease or a trauma. 

A careful review of the subject makes it clear that in the present 
state of our knowledge the origin of the disease cannot be definitely 
decided. Ibe most'prominent feature in the morbid picture appears 
in most cases to be the neuroglia proliferation; but whether this be 
primary, or secondary to a parenchymatous degeneration of the nerve 
element^ must necessarily be largely a matter of, surmise until a grea^r 
number of Cases have been studied histologically in the eCrliest stages of 
the disease. With regard to the vessels, however, the occasional changes in 
them can only be r^arded, at most, as contingent elements in the disease. 
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Dlagnosls.-^£aBy as is the diagnosis of disseminate sclerosis when 
its clinical manifestations arc those which characterised the graphic picture 
of4.he^ disearc’drawn by Charcot in his classical account of it, nerertheless 
the diagnosis is a matter of extreme difficulty in many aiberrant cases 
of tl^p affection, a variods group which, as we have already seen, is oiicn 
larger than that of the so-callod typical cases. 

Hysteria .—Of all conditimis of the nervous system none is mure 
likelj^ to be confounded with disseminate sclerosis than hysteria. Dr. 
fiuzzaifl’s statement—that disseminate sclci'osis in its earlier stages is of 
all organic diseases that most commonly mistaken for hysteria—has every 
justificatiftn. The combination of symptoms unconnected with any one 
..system and independent of anatomical distribution, in coiijiiiiction with 
the rapia variations apd changes of the manifestations of the disease, 
make it eas^ for the two conditions to bo confused. Both are mot with 
most commonly in early adult life, and both may appear to depend on 
some mental shock, either alone or combined with some physical injury, per¬ 
haps of the most trivial character. Scanning speech and intention tremor 
may both be met with in hysteria ; and it has been siiid that nystagmus 
also may occur in this affection. The latter statement is, however, 
probably erroneous; for in an extensive inquiry into the distinguishing 
features which characterise these two diseases, Souqiics never found this 
symptom present in hysteria. To a form of jerky unsteadiness of the 
globes, commonly associated with blinking of the lids which may occur 
in hysteria, I have already alluded. 

Our difficulties in diagnosis are intensified, as wo have seen, by* the 
frequency with which hysterical manifestations supervene upon the organic 
basis; in such amount, it may be, as effectiully to obscure the underlying 
structpral defect and make errors in diagnosis of common occurrence. 

On what points then are we to rely for a diagnosis between two 
conditions so easily confounded 7 Of primary importance, if present, is 
the detection on opnthalmoscopic examination of changes in the optic 
nerves; or, failing this, of a certain character of defect of vision. In 
lioth diseases disturbances of vision occur, but in hysteria no structural 
changes exist in the optic nerves. Next in order of importance is the 
detection of distinct nystagmus, which, as we have already seen, probably 
never occurs in h 3 rsteria; and, when present in disseminate sclerosis, is 
A symptom of great diagnostic value. Loss of control over the sphincters 
.may occur early, and thus aid our diagnosis; though more commonly they 
are affected late in the course of the disease, after other symptoms charao- 
teristio of the organic affection have manifested themselves, and diagnosis 
is no longer in doubt. Another phenomenon which-may occur early, and 
thus help us in diagnosing the oiganic affection, is the abolition of one or 
both knee-jerks,—a state of things which is, however, comparatively mxe. 1 

The well-known stigmato of hysteria, when present, though leaving 
no room for ()pubt tbftt there is this functiqpal element in the case, 
unhappily do not aid us in determining whether the functional manifesta¬ 
tions have an organic substratum, ^milarly, the influence of suggestion 
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- in modifying or clearing up the symptoms not matKarially alter the 

^’jxMition of doubt in which we may find ourseVes. 

Primary lateral sderoait. — Ab the earliest manifestations of dis¬ 
seminate scletosis may be a spastic paraplegia, without any evidence 
of affection of the superior extremities or territones presided over by the 
tiraniid nerves, it is obvious that in any castf of the Mud it may be quite 
impossible to say at the outset whether the paraplegia is the initial 
symptom of a disseminate disease; whether it-is due to a primary 
sclerosis of the pyramidal tracts, or to some myelitic process limited to 
the spinal cord. It is only by carefully watching the progress of such 
cases that a correct opinion can be formed, and it is all-importafit in this 
connection to keep a careful watch on the optic nerves. Little less 
important is the detection of central scotoma, peripheral contraction of 
the visual fields, distinct nystagmus, or intention tremor; all of which 
naturally point to disseminate sclerosis. A word of warning, is, however, 
necessary in regard to nystagmus and intention tremor. I have had 
several opportunities of seeing cases of spastic paraplegia, presumably 
the result of myelitis limited to some part of the caudal half of the 
spinal cord, several years after they first came under my observation, "in 
which slight nystagmoid movements, slight intention tremor, and 
increased activity of the arm-jerks were detected, symptoms which 
were not present when the patients were first seen. Opportunities 
of verifying the diagnosis in these cases have not occurred, but a careful 
examination of the clinical facts appear to me to justify the assumption 
thatr they are not instances of disseminate sclerosis. Why such late 
symptoms should arise in connection with a lesion of the caudal half of the 
cord cannot be discussed here; but such slight tendencies to nystagmoid 
movements and intention tremors occur in debilitated conditions; and in 
some instances, in which 1 have observed these late symptoms, the 
patients had been attacked by infiuenza after th^ occurrence of the 
paraplegia. 

Ataxic paraplegia .—In this group may be included the combined 
degenerations of the spinal cord which occur in association with anaemia, 
marasmus, and the like; and much of what has been said in connection with 
spastic paraplegia is obviously no less applicable to these affections, in 
which {dso a provisional diagnosis is all that can be made in the early 
Bta^s. In .some of those exceptional cases of disseminate sclerosis, in 
which throughout the clinical course the manifestations are those of a 
spinal affection without any evidence of invasion of the brain, the symptoms 
may so olosely*resemble those of ataxic paraplegia as to make a diagnosis 
impossible. The tendency in some of these cases to improve for a time, and 
dien to relapse, may increase the difficulty of diagnosis; but these ameUora- 
tions do not occur so frequently, nor are they, as a i^e, nearly so great 
as in the case of disseminate sderosis. An instance in which a peciiliar 
form of paraplogia associated with anasmia, and supposed be due to the 
cord changes met with in this affection, has recenUy come under my observa-. 
tion, where examination of the spinal cord revealed unmistakable evidence 
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of disaemina^ aclerosis. Jn this case up to the end there was none of 
^the characteristic symptoms of the disseminate disease to aid diagnosis. 

Heredtk^ ataxta .—Inasmuch as we have seen that multiple sclerosis 
may occur in quite yoyng children, it is sometimes difficult to distinguish 
betuveen this condition and Friedreich’s ataxy. A few instances 4jave 
been recorded in wlych m^e than one member of the same family has 
been the subject of disseminate sclerosis; but this affection cannot bo said 
to lip^a family disease, so that*the occurrence of symptoms in more than 
one member of the same family is a diagnostic {mint of iin{x>rtanco. Of 
further value in diagnosis is the absence of knee-jerks and the detection 
of any bodily deformity such ns lateral cur\'ature, {ics cavus, and the like. 

Evgn more difficult to discriminate may 1>e the form of cereliellar 
heredo^itaxia, which begins between the ages of twenty and thirty years. 
In both affections there may be mental deficiency, optic atrophy, failure 
of pupil reaction, [laralysis of ocular muscles, nystagmus, intention tremors 
of the superior extremities, a titubating gait, and increase of myotatic 
irritability. As in Friedreich’s ataxy, chief reliance has to tm placeil on 
the discovery of evidence of affection of other memlicrs of the family as 
an aid to the diagnosis of the hereditary affection. It must not be sup- 
{X)sed, however, that the occurrence of the affection only in one member 
of a family necessarily negatives the diagnosis of the hereditary affection, 
as other children may become affected subsequently. We ought e8{)ecially 
to be on our guard if the oldest child of a family hap{M!n to be the one 
affected. 

Pseutlo-sclerow .—Westphal described two cases in which there was 
the clinical picture of disseminate sclerosis during life, but no changes 
were found after death to account for the condition. Imydcn and 
Tjanger have also met with this condition of things. The exact nature 
of these cases is doubtful, and they are far too rare to be of much 
importance. Thejk may de{)end on some form of intoxication acting on 
the neurons with sufficient intensity to derange function without loading 
to structural change. On the other hand, it may be that with cruder 
methods of examination structural changes were overlooked which would 
have been detected by modem methods of examination. For this subject 
the reader is referred to h subsection on p. 92. 

Tabes .—^The class of case of this affection likely to be confounded with 
disseminate sclerosis is that in which motor weakness preponderates and 
ataxy is slight. Failure of the pupil to respond to light is rare in 
disseminate sclerosis, and, if present, would be probably, associated with 
other evidences of implication of the brain by the disease j whereas in 
tabes it may be the only indication of the kind. Moreover, cases of 
disseminate sclerosis in which the knee-jerks are abolished are not 
common, and, when met with, muscular i^rophy in the inferior extremitiee 
is not as a rule long delayed, as the sclerotic patch in the lumbar cord 
occasions destooction tif the anterior horn cells. Besides Ais, the knee- 
jerks may be absent for a time and then return; while in tabes, after 
being really abolished, they do not return except where degeneration of 
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^e pjramidal tract has subsequently occurredMas in a cas% recorded by 
lira. Hughlings Jackson and James Taylor. 

Amyotrophic lateral scleivsis .—Whether the manifestations be limited 
to the spinal ^rd, or involve the bulb, the ques};ion of diagnosis from 
disseminate sclerosis in which atrophy of muscles is present may anise. 
The distinguishing feature is that in disseminatb sclerqsis paralysis precedes 
muscular atrophy, while in amyotrophic lateral sclerosis atrophy precedes 
paralysis, and the latter is proportional to ^he degree of atrophy.^ e 

Syringomyelia .—^The class of case of disseminate sclerosis last con¬ 
sidered may similarly suggest syringomyelia, the more so as nystagmus 
may exist in both diseases j but the trophic disturbances of the s&n, and 
perhaps of the joints, preservation of tactile sensibility with abolitiop of the * 
power of perception of painful and thermal impressions, together with'the 
presence of lateral curvature, do not, as a rule, leave the diagnosis long 
in doubt. 

Oeneral paralysis of the insane and disseminate sclerosis may resemble 
each other closely in some cases. Mental changes may occur in both; 
but dementia is present only in advanced stages of disseminate sclerosis, 
and is never so marked as in general paralysis; and though there may 
be a condition of bonhomie, there is never anything amounting to the 
grandiose state met with in a good many subjects of general paralysis. 
The resemblance of the speech defect is superficial, and on careful 
examination the difi'erences are easy to distinguish. The paralytic speech 
is tremulous, but not scanning; and paraphasia literalis does not occur in 
disseminate sclerosis. 

Although in general paralysis there may be intention tremor, which 
may bo very difiBcult to distinguish from that of multiple sclerosis, as a 
rule there is no such difficulty, as it is more of a fibrillary tremor, 
affecting especially the facial muscles and tongue; and even when of 
greater range of oscillation the vibrations can be distinguished by their 
constant presence, irrespective of voluntary movement. 

In spite of the attempt of Moncon^o and others to establish a con¬ 
nection between syphilis and disseminate sclerosis, an antecedent 
history of the former disease would lend weight to the opinion that 
the disorder of the nervous system was general paralysis rather than 
disseminate sclerosis. 

Cerebrospinal syphilis. —Cerebro-spinal syphilis may give rise to very 
similar symptoms; especially to optic nerve changes, spastic paralysis, 
and apoplectic attacks. But nystagmus, tremor, and scanning speech are 
wanting; whUe in disseminate sclerosis the sensory phenomena are in 
the background, and there are usually no meningitic symptoms: dementia 
is less common, as are also paralysis of cranial nerves and hemiplegia. In 
come oases it may be impossible to distinguish between the two diseases 
in any other way than by testing the effect of antii^hilitic treatment. 

Cerebral tmrumr .—Mistakes in diagnosis may be made is the class of 
cases of multiple sclerosis in which hemiplegia occurs; it may be with 
headache, optic neuritis, and other symptoms offapparent cerebral origin. 
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Or the mistaKe may aris^ through ignorance of the fact that a tumour, 
^ especially if situated in the pons or crus, may give rise to an incoordination 
•of movement closely resembling that seen in disseminate sclerosis, and 
occurring only on voluntaiy movement; and that nystagmus and in- 
cofirdination may be indications of a tumour seated in the cerebellum^ On 
the other hand, it must bef borne in mind that a sclerotic patch involving 
the cerebellum, or one of its peduncles, may give 'rise to symptoms 
Trembling those of tumour; although optic neuritis and pressure 
syniptoms would of course be absent. 

Although optic neuritis may occur rarely in disseminate sclerosis, 
it nevSr assumes the form of choked disc; and there is an absence of 
evidence of increased intracranial pressure as evidenced by slow pulse,vomit¬ 
ing, and^so on. Vijhere it is not possible to arrive at a diagnosis, spinal 
puncture has been suggested as an aid, since increase of cerebro-spinal 
fluid would not be expected in disseminate sclerosis; but it is only 
where the symptoms suggest a tumour so situated as to be accessible 
to surgical interierence that such a method of diagnosis seems justified. 

Apoplexy .—^As apoplectiform attacks sometimes occur in multiple 
sclerosis it becomes necessary to distinguish such attacks from the results 
of the rupture of a cerebral vessel or its occlusion. Such attacks in 
disseminate sclerosis are always transitory, and no evidences of descending 
degeneration appear. Further, the premonitory symptoms of true apoplexy 
are wanting, and there is an absence of the initial fall of temperature which 
accompanies the commencement of the attack. 

Birth palsies .—^Affections of this kind, in which the motor cortex of 
both cerebral hemispheres are involved, may be responsible for in¬ 
coordination of movements of both arms and legs indistinguishable from 
the jerky movements of multiple sclerosis; furthermore there may 
be a closely similar defect of speech. The history as a rule suffices 
to distinguish thjse cases; but when it cannot be obtained satisfactorily 
some uncertainty may exist for a time. The progress of the two affections 
is so totally different that it cannot be necessary to extend the observa¬ 
tions over any long period of time before arriving at a definite diagnosis. 

Taeie tremors .—^Tliere is little likelihood of any real difficulty of 
diagnosis arising in this connection. In some cases of chronic alcoholism, 
in Edition to tremor there may be nystagmus-like twitching of the eye¬ 
balls. The tremor is fine and rapid, and affects the tongue as well as the 
bands; moreover, it may be aggravated by cutting off stimulants, and 
diminished by their administration. 

Mercurial tremor persists apart from voluntary movement; and in 
cases where it occurs the patient is already in an advanced state of 
cachexia which cannot be mistaken. In addition to this, both in alcoholism 
and in mercurial poisoning, other symptoms which characterise the exj^ 
ence of disseminate sclerosis are absent. 

Paralyse agitarH .—So totally different ,are the pictyres of the two 
diseases, that in spite of tremor being common to both, it is difficult to 
suppose that any reai difficulty in diagnosis could arise; nevertheless 
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oust autihon appear to conrader it necessary to attention* to the points 
iwch distinguish the two diseases. Paralysis agitans occurs in much 
oMer subjects; the tremor is constant; and, even when extensive in range,' 
is always reguka. Added to this the mask-like faw, fixed attitude and 
rigidity without increased activity of the tendon reflexes, makh it iei- 
possible to confuse the two diseases. ^ 

Prognosis.—As soon as we have established our diagnosis a fatal 
prognosis becomes equally certain ; but in few diseases is it more difficult 
to fix the probable duration of life with approximate certainty, we 
have noted the great tendency in this disease to apparent recovery, or 
considerable amelioration for long periods. It is obvious, therefore, 
how hasardous it would be to express too confident a prognosis wh^n we 
are able to recognise the disease early. If the case is seen after one or 
two periods of apparent arrest or improvement, life is likely to bo spared 
longer than in the case of a more or less steady progress without material 
remission. As a general rule life is not usually prolonged beyond two or 
three years after the clinical picture is sufficiently characteristic to leave 
no doubt as to diagnosis; but there are many notable exceptions to 
this rule; and, as already quoted, Charcot considered that patients in 
whom “ spinal ” symptoms only are present may live for twenty years 
or more. Symptoms indicating implication of stnictures in the medulla 
are of grave import, and may be taken to mean that a fatal issue may 
be expected much earlier than when such symptoms are not present. 

So too the degree of care and attention that can be obtained in the 
way of good nursing materially affects the prognosis as regards the 
probable duration of life; more especially where there is a tendency to 
trophic disturbance of the skin, loss of control over the sphincters, or re¬ 
tention of urine requiring the use of the catheter. 

Irrespective of the care that can be given in the niursing of the patient, 
the early occurrence of bladder troubles is an indication {Jhat the duration 
of life will bo shorter than other manifestations of the disease would justify 
us in supposing; for in spite of all care that may be exercised in the nursing 
of such cases the risks of cystitis and secondary pyonephrosis are great. 

Treatment.—^The therapeutic prospects in disseminate sclerosis are 
gloomy in the extreme; no medicinal agent ha» the slightest effect in 
arresting the disease, or of retarding its progress. Various remedial 
agents have from time to time been vaunted, some no doubt in con¬ 
sequence of erroneous diagnosis in the first instance, and others in 
ignorance of the remissions which are common in the course of this 
mysterious disease. 

The drugs to which we are justified in giving a fair trial are silver 
and arsenic. The former drug may be given with advantage, either as 
thf niteate or in the form of the chloride, in increasing doses by 
subcutfuieous injection. Sulenburg has rteommended that arsenic also 
should be similfirly administered; but it is doubtfuFwhether this mode 
of .^ving the latter drug has any advantages over its admini stration by 
the stomach. 
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According to Grasset, solanine diminishes the amount of tremor, hut 
it has been suggested by Collins that where this drug has appeared to do, 
good the’diagnosis was at fault, the cases in reality having been hysteria. 

No less disappointing are the results of hydropa^ic and electrical 
treatment, both of Vhich, have been recommended more especijjilly by 
German authorities, but'have failed to give satisfactory results in thi 
hands of competent physicians. These measures should, however, have 
^ fair trial in the earlier stages of this affection; and massage, with 
pfAsive movements at the various joints, is of undoubted value in lessen¬ 
ing the tendency to permanent contracture and to spasmodic rigidity. 

But, although we can do so little to influence the morbid pro¬ 
cess directly, we can do much indirectly to retard the progress of the 
disease, and to ipake the time that remains to the patient a great 
deal niore endurable than it would be without skUled medical aid 
and careful nursing. In the first place, it has been found that these 
patients, in the northern parts of the globe, are less comfortable in winter 
than in summer; so that, where it is possible, they should be sent to 
spend the winter months in warm climates. All depressing influences 
must be removed as far as possible; rest must be secured; and every 
means taken to maintain the general health at as high a standard as 
possible by open-air carriage or wheel-chair exercise, the administration 
of nutritious food, the exhibition of cod-liver oil, malt, medicinal tonics, 
and the like. 

In the case of female patients pregnancy is especially to be avoided; 
for during the latter half of pregnancy, and it may be after delivery, 
the disease is more likely to advance rapidly. 

Fatigue of all kind, both physical and mqptal, must be avoided; as 
must indulgence in wine and venery. 

The occurrence of bedsores, cystitis, and similar complications call for 
the. generally recognised means for their alleviation which will be found 
described in ower parts of this work (e.y. voL L p. 432). Intercurrent 
affections must be treated on general lines if they occur in the course of 
the disease. 

The time has not yet arrived when we can speak with any degree of 
certainty or confidense with regard to preventive treatment in this 
disease j but many facts in the etiology at any rate warrant our insisting 
on certain points in this respect, and in our expressing the hope that a 
not very distant future may bring us face to face with a rational and 
more hopeful means of deal^g with so intractable a disease. 

The infectious fevers appear to play so important a part in the 
causation of disseminate sclerosis, that it is incumbent on us to enjoin a 
sufficiently long period of rest and other means of recuperation after such 
illnesses) more especially when symptoms indicating derangement of^the 
nervous system, no matter how slight in degree, have been observed 
during or^ter thB acute disease. ^ ^ 

Simitoly, niA<i.tiii should bo adopted to r«iuce to a mimmum the chances 
of ^toxication in th® various trades where metallic poisons are used. 
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All-important is it that we should warn th(^ who have* had initial 
^maiiifestations of what may prove to be disseminate sclerosis, to take 
every care of themselves; to maintain their nutrition at a high Standard; 
and especially to #void depressing mental and physical influences, injury, 
ezposuj^e to wet and cold, and excesses of all kinds.* I have said tha( 
Iromen sufiering from the disease should be especially warned against 
pregnancy. 

» , r 

PsEiTDO-SCLEBOSis.—In 1883 Westphal published two cases *in 

which the symptom group of disseminate sclerosis was present during 
life, but in wldch no corresponding changes were found after dbath. 
One of the cases was that of a young man, whose illness began at the 
age of eighteen years with weakness of the upper and,iower extremities, 
and double vision; death resulted nine years later, before which time 
the following symptoms became manifest:—weakness of intellect; speech 
that was nasal without being quite scanning, and which finally became 
quite unintelligible; tremor of the head, lower jaw, muscles about the 
mouth and tongue; slowness of all movements; marked tremor of the 
arms on movement; and stiffness and uncertainty in the legs. The tendon 
jerks were active, sensibility was normal, as were the sphincters also; 
and the act of swallowing remained good up to the last On necropsy, 
the brain, besides being ansemic, was very hard, especially in its posterior 
parts; otherwise nothing abnormal was found either on macroscopic or 
microscopic examination. No sclerotic patches and no tract affection. 

The second case was also in a male subject At the age of thirty 
years, soon after an attack of enteric fever, he became weak in his legs, 
and had a dead feeling injbis hands. The progress was slow, but in time 
distinct physical disturbance became evident: speech became difficult and 
altered, often scanning; there was marked tremor of the arms and legs, 
with stiffness of the latter and a spastic gait The teiylon jerks were 
increased, and there was marked paradoxical contraction. Apoplectiform 
attacks with hemiplegic phenomena occurred, and in the course of the 
affection, there were improvements and relapses. At times pain was com¬ 
plained of in the extremities, and there was slight disturbance of sensibility. 
There was no marked bladder trouble. Death ocourred after an illness 
of ton years. Nothing was found at the necropsy to account for the 
clinical manifestations, and subsequent microscopic examination proved 
equally negative. 

Westphal regarded as characteristic of the condition, for which he 
proposed the name “pseudo-sclerosis,” the speech defect; the slowness of 
movements in the eye and face muscles, combined with a peculiar fixed 
expression; the physical disturbances; the apoplectiform attacks; the 
nu^ced tremor in the extremities and the spastic phenomena, notably the 
increased tendon jerks; the paradoxical contraction; the motor^eaknees; 
the slightness of^the disturbance of sensibility, and the non^ state of 
^ sphincters. . 

Striimpdl has quite recently recorded two cases which closed resemble 
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those publi&ed by We^phal. In the first of these, during the whole of 
the time that the patient was under observation, the diagnosis could never' 
bo qute certain. It seemed clear, however, that some severe organic 
affection must be present to account for the manifelbations, the most 
likely condition appeared to be disseminate sclerosis, as there were 
marked scanning speech/ great intention tremor of the arms, and spastic 
phenomena in the legs. This diagnosis seemed the more probable 
y^en, later in the course df the illness, apoplectiform and epileptiform 
attacks occurred. Yet Striimpell was never quite satisfied with the 
diagnosis of disseminate sclerosis, and considers that the following points 
militated against it:—the manifestations of the disease began as early 
as 1 ;Jie age of twelve years, whereas, according to him, nearly all the 
cases 04 supposed disseminate sclerosis in children are open to question. 
The character of the disturbance of movement of the arms was not that 
usually seen with the intention tremor of disseminate sclerosis; and in 
the legs the spastic phenomena were not associated with ataxy, as is 
observed at any rate in most cases of disseminate sclerosis. On necropsy 
all that was found was slight degeneration of the crossed pyramidal tracts 
in the cervical region of the cord, and a small symmetrical patch of de¬ 
generation on the two sides in the upper cervical cord in the region of 
Gowers’s tract, which areas of degeneration could be traced to the lower 
end of the medulla oblongata. Not a single sclerotic patch was found to 
support the diagnosis that seemed probable. 

The clinical manifestations met with in Striimpeirs second case also 
made it probable that disseminate sclerosis was the underlying pathologi¬ 
cal condition; but at the autopsy nothing abnormal was found, except 
that the white matter of the brain was abnommlly firm, especially in the 
occipital region where it was quite leathery in consistence. On subsequent 
microscopic examination a very slight degree of degeneration of the 
crossed pyramidal tracts in the upper part of the cord was met with, as 
in his other case. Microscopic examination of the apparently sclerotic 
part of the brain proved that the nerve-fibres were intact, and that there 
was no increase of interstitial tissue. 

Marie has regarded Westphal's cases as instances of hysteria; but in 
this opinion ho receivSs no support either from Oppenheim or Striimpell, 
and the latter observer, who is, of course, quite familiar with those cases of 
hysteria which resemble dissemmate sclerosis in their manifestations, could 
find nothing in the description of Westphal’s cases, or in his own, to justify 
the assumption that hysteria was in any way concerned in the cases. 

A consideration of Westphal’s cases alone makes it seem possible t^t 
they depended on some form of intoxication acting on the nerves with 
sufficient intensity to derange function without leading to structure 
change* or that cruder methods of examination permitted etruct»ral 
cha^ to escape notice, which by modem methods of examination would 

have boen»detecte3. . , • j -j 1 

■Hie dight degenerative changes met with in the crossed pyramidal 
tracts ikthe oerviAl region of the spinal cord m Striimpell s cases 
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cannot be regpirded as adequate to acceunt for snoTii severe dis- 
tSbances of nerve function as were present in both cases during life. 

Some important light has been thrown on the possible nature imd 
etiolc^ of this*class of case hj the findings in,a third case which 
^trfim^ll has induded in his paper. In this, m in the other two cases, 
the most probable diagnosis seemed to be disseminate sclerosis, while at 
the time there was a great resemblance between the case and those 
of pseudo-sclerosis, both in regard to the clinical manifestations and filra 
subsequent anatomical findings. There was a complete absence of any 
distinct sclerotic patches such as are found in disseminate sclerosi;; in¬ 
stead of this the greater part of the brain was uniformly firm and 
leathery in consistence, just as was met with in more circum8cribed*area 
in two other cases of pseudo-sclerosis. No increase of interstitiel tissue 
could be found to account for the increase of consistence. In the spinal 
cord slight but distinct degeneration of the crossed pyramidal tracts 
could be traced down to the lumbar region. 

This brings the cases of pseudo-sclerosis more into line with the 
diffuse cerebral sclerosis of which in children, according to the invratiga- 
tions of Glanghofner, hereditary syphilis is probably a cause. Striimjpell 
tliinlrti that this is very likely, and sees no reason why acquired 
syphilis should not be operative in the cases of diffuse cerebral 
sclerosis that occur later in life. This would explain why so many of 
the manifestations of the condition resemble those of general paralysis of 
the insane. Moreover, according to Striimpell, it is possible that other 
noxious- influences, such as alcohol for instance, may be equally effective. 

Important as are these cases of pseudo-sclerosis, they have not been 
met with often enough to form a serious obstacle in the diagnosis of 


disseminate sclerosis. 


J. S. Kisien Busbbix. 
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TABES DORSALIS 

Synonyms. —Locomotor ataxy, Posterior sclerosis of the cord. 

HlstorieaL—^Early in the present century certain German physici&ns had 
constructed a rough account of this disease, and Romberg in his Text¬ 
book of Nervous J^eases (1846) gives an authoritative description' of it. 
In t,bia country observations had been made by Stanley, Todd, and Gull, 
and in France by OUivier and Cruveilhierj but out of Germany the 
disease had not been recognised as a uniform group of symptoms. Hence, 
when Duchenne’s masterly clinical sketch appeared (1858) it was 
generally accepted as the description of a new disease. Duchenne, 
emphasising a fact on which Romberg had laid little stress, showed that) 
while muscular power may be retained, the orderly performance of 
movements is increasingly impaired, and he therefore proposed the well- 
known name, “progressive locomotor ataxy.” His writings, backed by 
the authority of Trousseau, obtained for the disease a wide recognition, 
and both clinical and pathological records became more general. Thus 
important observations were made by Charcot, Vulpian, Bouchard, and 
others; monographs upon it appeared also, such as that by Topinard in 
hVance and Leyden in Germany. Among English physicians Dr. Hughlings 
Jackson wrote particularly on the optic atrophy, and Lockhart Clarke on 
the morbid anatomy. On this latter subject Pierret began a series of 
papers in 1870, pointing out a special part of the posterior columns as 
the starting-point of the spinal lesion. A few years later came Charcot’s 
famous lectures, which awoke much interest both in this disease and in 
the subject of nervous diseases generally. ■ In these he dwelt particularly 
on certain less known symptoms, such as the joint disease (which had 
been previously described by him), the visceral crises, and so on. 
Accounts of the joint symptoms were also published by Clifford Allbutt 
(1869) and by Buzza^ In 1876-78 Erb published his well-known 
article in von Ziemssen’s System of Medicine, ably setting forth the whole 
subject of tabes. 

The phenomena of tendon reflexes, simultaneously broached by West- 
pbal and by Erb in 1875, gave a fresh impulse to the study of this ^sease ; 
since by Westphal’s sign (loss of knee-jerk), and by Axgyll-Robertson’s 
si gn (loss of the pupillary reflex under the stimulus of light), we 
are efiabled to dit^ose its early stages with &r greater precition. From 
fbat time an ever-growing pumber of observations^has ap^red, among 
whieh I may specially mention divers interesting clinical ^histories by 
Bazzurd; statistics on the relations of ^hiUs to tabes hy Fournier, 
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Erb, and others; observaliions on peripheral nerve degeneration in true 
. tabes by Pitres and Vaillard, and by Oppenheim j the simulation of tabes 
by periphei^ neuritis (pseudo-tabes) by D^jerine; the article upon Tabes 
in the Text-hook of Nfrvous Diseases by Gowers, and thS lectures upon 
this subject by Marie. • 

Etiology.—The etiology of tabes is not fully imderstood ; possibly it 
is complex, and not always uniform. Statistics by most competent 
oba^fvers show that syphilis Is an antecedent so common that we can 
hardly avoid including it in the causation. But the history of such 
syphilij is usually remote, and often it has been seemingly slight—a 
chancre without constitutional symptoms; and as tabes, generally speak¬ 
ing, i% not amenable to anti-syphilitic treatment, it may be asked, not 
unnaturally, what possible connection there can be between the two 
diseases. No one, certainly, would allege that tabes is pathologically 
identical with syphilis—that it is a gummatous disease of the nerve- 
centres such as could be removed by mercury or iodide; it is alleged rather 
that syphilis in some way lays the foundation for it. If we ask in what 
.way, some authors urge the analogy of post-febrile and toxic paralysis. 
As diphtheria causes a poison to be elaborated which, acting on the 
nervous system, produces post-diphtheritic paralysis, and as certain 
poisons, such as ergot or lathyrus, have a selective action on various 
strands of the spinal cord [vol. ii. p. 799 and p. 805], so (it is thought) 
may the nervous system And the posterior columns in particular be 
poisoned and degenerate as the result of bygone syphilis. Other authors 
maintain that the degeneration is secondary to some well-recognised 
syphilitic lesion, such as an arteritis, or to a spinal meningitis. However 
this may be, the statistical facts remain that most, though not all, of the 
patients who have tabes have also had syphilis. 

Another great factor in .the etiology is sex. Men suffer in a far 
larger proportion Ahan women. The reason of this fact we do not know, 
nor how to reconcile it with a purely syphilitic etiology. As to age, the 
disease commonly manifests itself first in the fourth or fifth decade of 
life, though there may be exceptions to this, and a close inquiry into 
early symptoms may carry its origin farther back than was suspected. 
In children true tabes* is almost unknown. The few recorded cases 
(about ten in number after excluding cases of Friedreich s disease) (to not 
quite tally with the typical disease as seen in adults.^ As to heredity, a 
“ general nervous heredity ” is often recorded; that is to say, nervous 
diseases of various kinds may figure largely in the^ patient s family history, 
but the disease itself is not transmissible, unless it ^ in certom very rare 
instances, nor is it in any sense a “ family ” toease. ^me 
instances may be here noticed, in which a husband and vnfe have suffer 
from tabes. The disease is sufficiently uncommon in women to make at 
unlikely that this was 4 pure coincidence, and there has ^fi in such 
cases a history of s^hilis affecting the pair, which in all probabihty gives 
the clue to the origin of the tabes. 

Turning from genW and remoter influences to proximate and 

VOI. VIT ® 
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determining causes, we find the following enumerated : exposure to cold ; 
over-exertion, especially when combined (as in military campmgns) with. 
exposure and privation; sexual excess; traumatism. Sometimes the 
history reveals none of these things, sometimes on^of them assumes such 
prominence as to convince the patient at any rate of its importance. Tbair 
proper estimation is difficult, and necessitates careful inquiry into the 
circumstances of each case, for early symptoms, forgotten or disregarded, 
may have preceded the action of the 'supposed cause, whiah ^ucay 
have merely aggravated but not initiated the disease. This remark, 

I think, applies particularly to histories of injtiry causing either a general 
shock or a shock to the spine; such as blows, falls, railway collisions, and 
the like. A patient may become ataxic after such an injury, lyit we 
must not assume that his disease originated in that way till* we have 
learned that there is no previous history of lightning pains, squint, or 
other early symptom of tabes. But there may be another sequence of 
events. An injury to a limb is followed by lightning pains, which begin 
at the seat of injury and subsequently Income generalised; the other 
phenomena of tabes appearing in due course. The relation of cause and. 
effect seems at first sight clear; and the explanation generally given is 
that a neuritis was set up which spread upwards by the posterior roots into 
the cord. However, the possibility of such an extension seems rather 
doubtful; and Hitzig, from an analysis of such cases, concludes that there 
are very few which, even from the clinical side, are above criticism. 
On sexual excess a traditional stress has been laid; among modern and in¬ 
dependent writers Erb ranks it as a factor in the etiology of tabes. It is 
obviously a difficult subject for inquiry, and the more so as abnormal sexual 
excitement has been reckoned among the early symptoms of the disease. 

I incline to the view that there is in all cases some remoter influence, 
which is generally past syphilis, or in some few cases other factors as yet 
unknown; and that upon this may follow the nerve degeneration, either 
without definite proximate cause, or determined by some of the proximate 
causes we have just enumerated 

J. A. O. 

Pathology.—^Tabes is a primary progressive Qegeneration of the first 
afferent (sensory) projection systems of neurons, by which peripheral 
sensations are cut off from various parts of the central nervous system; 
the commonest and most obvious anatomical change being degeneration 
of the posterior spinal roots and the posterior columns of the spinal cord. 
The clinical phenomena characteristio of this disease depend upon the 
systems of neurons which are undergoing degeneration, and on the extent as 
well as on the rapidity of the process. Stanley, Steinthal, a pupil of Bom- 
btrg, and Cruveilhier had all described sclerosis of the posterior columns 
of ^e cord in cases of so^lled paraplegia: but it wgs Todd (1847) who 
first discovered the pathology of tabes; for he corrwtly explained the 
paralysis of the lower extremities, and associated it with the loss of the 
guiding sensation coming from the lower extremifies. In the Cydopcedia 
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of Aruitomy and Physiology Todd explained thus the incoordination of 
'movement ‘by the sclerosis of the posterior columns, fully justifying Sir 
William Gowers in claiming for him the discovery of thiE^diseose. 

“ Two kinds of ]mralyBis of motion may be noticed in the lower extre/hities, 
the one consisting sitpply in* the impairment or loss of the voluntary motion, 
the other distinguished by a diminution or total loss of the power of co-ordi- 
na^^ ^ovoments. In the latte# form, while considerable voluntary power remains, 
the patient finds great difficulty in walking, and his gait is so tottering and 
uncertain that his centre of gravity is easily displaced.” He states the cases are 
chronidj and in two examples of this variety of paralysis (sensory) he predicted 
disease of the posterior columns, and such was found to exist on post-mortem 
examination.” 

Turck and Lockhart Clarke were the first to investigate the disease in 
the spinal cord microscopically, and to describe the wasting of the fibres. 

Morbid anatomy.—After opening the spinal canal and slitting up the 
dura mater, it will be observed that the pia arachnoid is thickened over 
the posterior surface of the cord, which is flattened, and presents a grayish 
or grayish red aspect; moreover, the posterior roots are thin, flattened, 
and atrophied, although the degree of wasting is not necessarily uniform; 
they also present a gray appearance like the posterior surface of the cord. 
On removing the cord, and cutting it transversely, the degeneration is 
found to be limited to the posterior columns, which are considerably 
shrunken, and of a grayish or grayish red colour, contrasting strongly 
with the white antero-lateral columns. This degeneration is usually much 
more obvious and advanced in the posterior columns of the lumbo-sacral 
region; likewise the posterior roots entering into the formation of the 
cauda equina are, as a rule, atrophied to a greater degree than elsewhere. 
Normally the posterior roots are two or three times as large as the 
anterior; but in*advanced cases of tabes they may, in the process of 
degeneration, waste to such a degree as even to be smaller. 

The degenerative process is not limited, however, to the afierent spinal 
projection systems; various cranial nerves may be atrophied, and the 
peripheral nerves in mapy cases may exhibit degenerative changes. The 
gray atrophy of the optic nerve is obvious to the naked eye; but micro¬ 
scopical examination, aided by the various selective methods of staining, 
has enabled us to associate most of the symptoms of tabes with definite 
anatomical changes in the peripheral and central nervous systems. The 
Weigert, Weigert-Pal, March! and Marchi-Pal methods show that the 
degeneration of the posterior columns of the spinal cord is ^ a system 
degeneration of exogenous origin precisely similar in anatomical distri¬ 
bution to that produced by section of the posterior roots; or, in the cage 
of the lumbo-sacral region, to that produced by a tumour of the roots of 
the cauda equina. Blechsig, by the embryological methoe^ demonstrated 
that the fibfes of the posterior columns ard derived from two soi^s: 
(i.) exogenous central.projections of the T-shaped processes of the 
nerve-cells of the posterior spinal ganglia; (ii.) endogenous projections 
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from cells of the gray matter of the cord: the former are degenerated in 
tabes, the latter are not; and this is the reason why, in the lower lumbar, 
region of the cgrd, a small oval area of undegenerated fibres may be 
seen, even in advanced tabes, occupying the median portion of the 
'posteifor column. This uudegenerated area coi^ists of fibres derived froln 
cells of the gray matter of the cord, and is named the oval area of 
Flechsig; it develops at a different period ^of time from the exogenous 
fibres. Leyden was the first to point out that tabes is a systaiiic 
degeneration and an extension of the lesion of the roots. Now, it is 
impossible to conceive that vascular changes, or impaired nutritiomby an 
insufficient supply of blood, could produce in such a small area as the 
posterior columns of the spinal cord a degeneration of the fibres ot exo¬ 
genous origin, sparing those of endogenous origin and the adjacent fibres 
of the lateral column. Neither can we believe that the overgrowth of 
neuroglia tissue at the expense of the noble elements is anything more 
than secondary, and proportional to the parenchymatous degeneration. 
The old view was that it is a primary sclerosis of the posterior columns 
of the spinal cord, by which the nerve-fibres are gradually strangled. If ■ 
this be so, why does not the neuroglia interfere with the nutrition of the 
endogenous fibres 1 Has it a selective action for one system 1 It is much 
easier to assume that it is a trophic change in the' posterior spinal 
ganglion neurons. These are really complex cells with T-shaped pro¬ 
cesses: one branch of the T becomes a peripheral sensory nerve that 
terminates in a sensory end-organ or arborisation; the other passes by 
the posterior root to the cord, when it may immediately break up into a 
terminal arborisation in the gray matter; or it may run a variable 
distance in the posteriol column before breaking up into its terminal 
arborisation (vide Fig. 1). 

The dictum of Virchow, “ A cell nourishes itself and is not nourished,” 
may be applied to the pathology of tabes. A poison loftg present in the 
system can so lower the vitality of the cells of the body as to induce pre¬ 
mature decay. It was shown first by Fournier, and subsequently by £rb, 
Qowers and many other eminent authors, that in a majority of the cases 
of tabes there is a history of syphilis. The clinical phenomena depend, 
as 1 have already remarked, upon the system of neurons affected, and 
the extent and rapidity of the process. There can be no doubt that, 
pathologically speaking, tabes and general paralysis are of- the same 
nature; namely, a parenchymatous degeneration with secondary over¬ 
growth of neuroglia due to atrophy of the noble elements. I have met 
with cases which began with tabetic symptoms and ended in general 
paralysis; general paralysis of the tabetic type is a far less rare 
condition. In the former the afferent projection system of neurons was 
afillcted primarily, and the neurons of association later; whilst in the 
latter the two were affected simultaneously. The*, symptoms entirely 
depend upon file anatomicai distribution of the degenerafive process. 
The thickening of the pia arachnoid, the hyaline Sickening of the vessel 
walls, and the overgrowth of glia tissue met with in both diseases. 
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may be explained by tfie irritation of the products of degeneration, 
inducing fSrmative proliferation of the neuroglia elements, which receive 
an increased supply of nutriment, as the blood-supply Otin no longer be 
utilised by the dying nervous elements. It must be remembered,«more- 
over, that the nerve-cell is a perpetual element—it is incapable of 
regeneration; unlike the cell of a gland, its restoration is impossible. 
Cgnsequently, a poison like syphilis may lower the vitality and diminish 
the*durability of certain systems of neurons, and given stress, injury, cold. 



Pm. 1.—Diagram illustrating the afferent, efferent, and association systems of neurons. It 'vni be 
observeil that there are three nervous circles. In voluntary movomeiits traveUlng 

along all these systems. Iifftabes there is degeneration and ‘"•f">n>tion of the afferent ^th hi 
spinal, cerebellar, and cerebral systems; consequently IncoonlinaUon of voluntary movementa 
.grammatically the posterior spinal ganglion is represented as giving off three processes , more 
inbly it only gives off one. 
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or sexual excesses as immediate factors, the balance of repair and waste is 
overturned, and the neiurons die gradually and prematurely. In ergoti^ 
and pdlagra very similar systemic degenerations have been described 
(vol. ii. pp. 793 and 800); but, as neither experimental ansemia nor even 
starvation produces any appreciable wasting of the nervous system, is 
probable that systemic degenerations are due to a progressive ® 
metabolism.in the®neuron itself. The body of the nyrve-cidl is the 
principal trophic centre of the neuron; the more remote P"*® 
neuron will therefore •suffer first, namely, ***®, *^“1 

arborisations, and this decay gradually spreads back towards the body of 
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the cell, causing atrophy of the fibres in the posterior .columns and pos¬ 
terior roots. The peripheral portion of the T-shaped procesiS also may' 
undergo degeneiation (Westphal, D4jerine, Pitres and Vaillard). Oppen- 
heim jind Siemerling have described degeneration of *the peripheral nerves, 
especially of the cutaneous sensory nerves. • 

It is very difficult to examine the end-organs, hut Batten and other 
observers have described changes in the*muscle spindles. Dr. GoJ[d- 
scheider states that the degeneration of the nerves is more marked at 
the periphery, and diminishes as the ganglion is approached. Still it is 
undoubt^ that the most marked change is in the central process *of the 
neuron, and degeneration of the peripheral nerves is not discoverable in 
every case. It may therefore be asked why, if it is ^ trophic disturbance 
of the neuron, should the degenerative process affect its central projection 
principally, and in some cases only 1 Why should so many careful 
observers fail to find any noteworthy changes in the cells of the posterior 
spinal ganglion 1 I have found that examination of the spinal ganglion 
by Nissl’s method after section of the posterior roots failed to show any 
changes in the cells, whereas section of the mixed nerve produces chromo- 
lytic changes, in the cells of the posterior spinal ganglion as well as 
those of the anterior horn. Van Gehuchten asserts that after section of 
the mixed nerve the spinal ganglion cells undergo a degenerative atrophy, 
whereas the anterior horn colls recover completely in time. These facts 
appear to me of some importance in explaining those before mentioned 
relative to the morbid change in the spinal neuron in tabes; and also 
the probability that the peripheral portion of the T-shaped process repre¬ 
sents the axon. In section of the posterior roots the ganglion cells are 
not cut off from peripheral impulses; in section of the mixed nerve they 
are. It is possible, therefore, to suppose that while the peripheral sensory 
nerves are intact (and we have seen that they degenerat^ at a later period 
and to a less degree than the posterior roots), the ganglion of which they 
are projections will not undergo atrophic changes. It may also be that 
the peripheral end-organs of nerves exercise a trophic influence; for it is 
asserted by Mackenzie that regeneration of a divided nerve may take 
place from the periphery. • 

We shall now consider in detail the changes which have been found 
in the nervous system by microscopical examination. The changes in the 
spinal cord are due to degeneration of the posterior root fibres. If a 
posterior root is cut—for example, the first sacral in the monkey—and the 
cord be examined at different levels, it will be found that there are four 
sets of fibres of different lengths; namely, two sets of fibres which almost 
immediately end as a brushwork of fibrils in the gray matter:—^these are 
(i,i very fine fibres which form the cap to the posterior hom called Lissauer’e 
tract; (ii.) another set of short, coarse fibres which pass forwards to the 
middle of the ppsterior hom and then run into the gifiy matt^, terminat¬ 
ing in an arborisation around the cells of the anterior hom. These two 
short sets of fibres are concerned with spinal conduction: the fine fibres of 
liiBsaaer’a tract, from analogy of position with the so-called ascending root 
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of the fift^are possibly purely sensory; the coarse fibres are connected 
\dth the spinal reflex arc, and are instrumental in the maintenance of 
muscular tonus and ^the spinal reflexes. At first all Jhe degenerated 
fibres are in the postero-external column, but as each successive healthy 
root comes in, the degenerifted fibres which have not entered the posterior 
horn are pushed forwards and towards the middle line; as soon, however, 
as^he ppsterior vesicular column of Clarke begins to appear at the level of 
the first or second lumbar, a number of degenerated fibres run forwards, 
terminating around the cells of this column. These fibres, therefore, carry 
impulses to the cerebellum j and since the entry of the first sacral root is 
some ^istance from the first lumbar segment, it proves the probability 
that eveij spinal root contains fibres which transmit impulses to the 
cerebellum (Kg. 1). Those cerebellar afferent fibres are of medium length, 
and as soon as they have disappeared only one set of fibres is left; these 
take a direction backwards and upwards, forming a triangular area at the 
hinder part of the posterior median fissure—the column of Goll: this 
^tract can be traced up to the nucleus of the funiculus gracilis. Goll’s column 
forms the first segment of the direct sensory path to the opposite cerebral 
cortex. I have found, in studying the degeneration resulting from section 
of the first sacral posterior root, that this is by far the most important 
root entering into the formation of the column of Goll; and this fact 
is of interest when taken in conjunction with another, namely, that it 
is the root which especially supplies the sole of the foot. Section 
of roots in the upper lumbar and dorsal regions produces very trifling 
degeneration in GoU’s column; most of the root fibres from these regions 
convey, therefore, either spinal or cerebellar* impulses, not cortico- 
cerebral. Marie distinguishes three varieties of tabes according to the 
anatomical lesion: (i.) ordinary tabes; (ii.) superior or cervical, in which 
the knee-jerks m#y remain intact; (iii.) cerebro-bulbar; but hardly any 
two cases are precisely alike in their symptoms or in the anatomical dis¬ 
tribution of the degenerative process. Certain tracts in the posterior 
column degenerate earlier than others. Charcot and Pierrot showed that 
in the external third of Burdach’s column there is very early an area of 
degeneration wjiich they termed the bandeletto. Mario states that in 
early cases and in certain varieties of tabes the degeneration in Goll s 
column may be little marked. Other cases, on the contrary, show extreme 
degeneration. It has been already pointed out that the fibres entering Goll s 
column come especially from the fifth lumbar and first and second sacral 
roots, so that if these roots were not much affected there would not be 
much sclerosis in Goll’s column. 

The zones of Lissauer—the fine fibres which fom a cap to the 
extremity of the posterior horn, extending a shorty distance along the 
external and internal borders of it—degenerate and disappear in the early 
stages of t^ (CTdS Figs. 2, 3, 4). It i? the lesion af the external 
portion of these zones which has been incorrectly desenb^ by certon 
authors as sclerosis of the lateral column. Another situation in which 
• early degeneration is said to occur is the terminal arborisation of the 
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root fibres around the cells of Clark’s column (Fig. 7). Certain groups 
of fibres enjoy a particular immunity, and can be seen intact when all 
the rest of the* posterior column is sclerosed ; (a^the median oval area 
of Flochsig j (i) cornu commissural bundle-zone of Westphal (fade Fig. 5?); 
(e) the postero-external angle of the posteridr colupan; but this group 
does not offer the same resistance as the other two, which are certainly of 
endogenous origin. 

'The changes in the cord are usually more or less symmetricalbut 
the posterior roots are uot always equally affected, and, of course, 
the site and extent of the spinal degeneration will vary acco^ingly. 



Fio. 2,—Fliotomlcrognpli of a section of the spinal cord at the level^f the 4th lumbar segment, ftom a 
case of advanced tabes. There is a complete dc^neratfon of the exogenous flbres of the fHMteiior 
columns. In the middle line two oval areas can be seen which still contoln undegenerated fibres of 
endogenona OTigin. The root fibres entering the posterior hnm are entirely destroyed, also the 
posterior roots are completely sclerosed. 


As a rule the lumbar roote are first affected; but in rare cases the 
mischief may begin in the* cervical region (Figs. 4 and 5), and leave 
the legs intact. I have such a case of cervical tabes under my care 
at present. Sometimes, but rarely, cervical and dorsal regions may be 
affscted simultaneously. In the brain the cerebral nerves and their 
ganglia may be degenerated. It is seldom that the olfactory nerve is 
affected; Pierset has descrijjed atrophy of the nerfe in a fiaee of ta^s 
in which there had been anosmia. Visual defects and blindness are not at 
all uncommon, and these are due to a gray degeneftition of the optic nerve. 
The ganglion cell layer of the retina corresponds to the nerveHselle of the 
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spinal gan^H^; first the nerve-fibres of the optic nerve are affected, and 
Sooner or later the cells of the retina also (Mobius). The process also 
spreads centralwards towards the corpora quadrigemiist and internal 
geniculate bodies. The permanent ocular palsies are occasioned Jt>y a 
degeneration of the^ oculomotor nerve nuclei. The fine fibres between 
the cells in the nuclei are atrophied j the cells themselves are shrunken 
an^ jpigmented and partly destroyed. With the degeneration of the 
nuclei we find degeneration of the root fibres and of the peripheral nerves 
of the eye muscles. In some cases these are affected alone, the nuclei 
being unchanged. 



Flo. 


The ascending root of the fifth, the fibres of which spring from the 
Gasserian ganglion, has been found sclerosed in a case in which there were 
symptoms during life pointing to affection of the fifth (Oppenheim). Like¬ 
wise the solitary bundle which consists of afferent vagus and glosso¬ 
pharyngeal* fibres was found sclerosed. I have found partial sclerosis of 
this bundle in a case of cerebro-bulbar tabes in which during life there 
was loss of taste. Deafness observed during life has been found after 
death to be due to atrophy of the auditory nerve. Besides the oci^ 
motor nuclm, anothSr purely motor group of nerve-cells may be atrophie^ 
namely, the hypoglossal; and hemiatrophia linguse has been fcmnd as a resu 
of atrophy of the hypoglossal nucleus of the same side. Slight conges 
Ih the cerebral cortex have been described, which coiTospond to those of 
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general paralysis, but are less in degree. I have seen several such cases 
in which the dementia had been only slight, and the tabetic symptoms 
very pronounced. Changes in the peripheral nerves are very often 
preset in the cutaneous nerves, and in long-standung cases a portion, of 
the muscular nerves are sclerosed. In bone disease the nerves supplying 
the bone have been found degenerated; and in the* neighbourho^ of a 
perforating ulcer and such like trophic disturbances extensive degeperaljon 
of the nerves has been observed. The degeneration of the nerves is more 
marked at the periphery, and the nearer, centrally, the nerve is examined 
the fewer degenerated fibres are there found. Although degenerated 



Via. 4—Cervical tabea alter Haiinraco. Section at the level of the 8rd cervical root. The lesion is 
asymmetrical, whilst on the left there is only ascending tabetic degeneration; on tlie right there Is 
alM local degeneration. The middle radicular zone oontains fewet fibres than on the opposite side. 
The posterior median columns are intact, as they consist of the*nealthy sacro-lumbar and dorsal 
root fibres which enter Into the formation of Ooll s column. 


fibres e^t in the nerves entering muscle, yet the anterior roots are 
normal; this fact, however, can be accounted for, as Prof. Sherrington 
has shown that after section of all anterior spinal roots entering into the 
supply of a muscle a number of fibres proceeding to the muscle still 
remained normal ; these are connected with the muscle spindles, and 
axfi the afferent sensory fibres of muscle. It is, therefore, in all probability 
these fibres which are degenerated. This does not, however, explain the 
degenerated fibres in the oculo-motor nerve, because* be haS|^hown that 
these contain no muscle spindles, and they degenerate completely when 
the nerve to the muscle is divided. 

A consideration of the anatomical distribution of the d^eneratio’ii 
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chows that it is especially an affection of the afferent projection system 
*)»y which th^entral nervous system, spinal cord, cerebram, and cerebellum, 
are gradually and progressively deprived of normal peripheral stimuli. 

, The nature of the degeneration.—Microscopical examination o^ the 
spinal cord shows the myelin sheath of the nerve-fibres diminish^ or 
destroyed; the axis-cylinder process may be swollen in one place, attenu¬ 
ate in another, and generally irregular in thickness or completely 
>atro^i^; the neuroglia is increased at the expense of the parenchyma, 
and a large number of Deiter’s cells are visible. Nearly the whole 
<if the ^KMterior columns in the lumbo-sacral region may be destroyed. 



Fio. 8.-Cervloal tabea after Marlneeco. Section at ffie level of the 

of degeneration Is observecbin the posterior ertemal colnrans, and GoUscolmnn is Intact. 


leaving only the cornu commissural and oval areas of endogenous ^res. 
The vessels are often thickened in the sclerosed area, and not elsewhere j 
this change is secondary to the degeneration, not causal. The walls of 
the arteries are often thickened, and there is hyaline degeneration of 
the media; sometimes the vessels are so much thickened by this 
degenerative process as to become almost obliterated, especially ^ ® 

sclerosis is advanced. The pia arachnoid membrane is also thicken^, aqfl 
often presents the appearances of chronic inflammation. That tabes is a 
widespread process of degeneration, primary in origin, and not seMn a^ 
to vascular change, is shpwn by the fact that the vessels of the retina are 

unaltered, even in advanced gray atrophy. „ . 

Atrophy W degenerative changes in the cells of the spinal ganglion 
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have IliaeQ described by Stroebe, Wollenberg, and others. ^ have mysel&e 
03ea^uied<^by Nissl, Stroebe, and Pal methods—four cases'df tabes, two ' 
ol t^ich were general paralytics, in which there was very advanced 
postfoior root degeneration (Fig. 6), as well* as almost comp^^ete 
sderosis of. the posterior columns (Fig. Q). In two cases ^1 I 
could find were increase of pigment in the geinglion cells, nuclear 
proliferation in the capsule and interctitial tissue, and sometimes 
vascular congestion; generally speaking, there was inflammation df the'" 
loose connective tissue surrounding the ganglion. In another case, one 
of advanced*tabes, 1 found, by Nissl’s method, as well as the bhanges 
above mentioned, some apparent atrophy of the cells in the 4th and 5th ' 
lumbar spinal ganglia. Some of, the sections showed a few grwps of 
cells in a state of advanced degeneration; the capsule either empty or 
containing only a little mass of pigment. In a case of sclerosis of the 
posterior columns, combined with lateral sclerosis in a syphilitic patient, 
a number of the cells stmned intensely purple by Pal and red by Stroebe 
method {vide Plate). These cells had undergone fatty degeneration, and 
the nucleus was no longer visible. I have seen similar appearances in the 
‘ ganglia of a c^ of tabes, but not so marked. It is therefore probable 
that the ganglion ceil is the last portion of the neuron to die, and that 
the process begins in the terminal twigs and spreads backwards to 
the body of the cell, but with greater rapidity in the central projection 
than the peripheral Babes and Kremnitzer have described an atrophy of 
the pleziu of fine fibrils which form a network around the capsule. 
These fibres, they state, come from cells in the spinal cord. Dehler has 
shown the existence of cells with a T-shaped process in the sympathetic 
ganglia: these may form the white ramus which connects the posterioi 
spinal ganglion with the sympathetic ganglion; but I am not aware that 
any definite changes have been described in the sympathetic, or in tbit 
ramus; however, degeneration of the sjrmpathetic is.^remely difficult t< 
recc^nise by any methods at present in use. 

Can we apply our, knowledge of the before - mentioned systemic 
degenerations in the spinal cord to the explanation of some of the 
im)>ortmit clinical phenomena of tabes? Be&rence- to the diagram 
(1% 1) will help to explain some of the phenomena of tabes; namely, the 
diminution of tonus in .the muscles, the incoordination, the absence of 
l^e knee-jerk, the ataxic gait, Bomberg’s symptom, and the various die- 
tothances of sensati<m. 

He aflPerent system of the neurons of the spinal ganglion convey 
.'iMnsfations from the skin, the muscle^ tuid the tendons and joints, and these 
three sets of J^hrea: (1) Short, forming the spinal 
(K) Jftdttfia length fibroi which break i^into a^brushwork 
arMiltd the ceUs of Cflarke’s column, the axis-cylindl!^ {rocessM of which 
fo^ l^.dir^ cerebellar tanot; (iil) Long fibres, wh^ form ^ll’s-column 
and into a terminal arborisation aroui^ the cells of ^^e nucleus 

gracdUa Hcse. fibres convey kinsssthetio . impulses to the s^sori-mK^mr 
regiondf tite cortex by the fiUet and the thaliimus optietn, amSare broo]^* 
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^to relation with the efferent pyramidal system. There are thus tJuree 
vijrwms arcie«*-*-Bpinal reflex, cerebellar, and cerebraL The true motor 
neuron which controls ^e muscle is situated in the anterior horn; we 
know that in tabes this is unaffected—therefore the mfiscle does not 
waAe; nor is there, except, in the late stages, any paralysis or lodb of 
strength of voluntary movement, only incoordination. Jendiassik, 
Frankel, and othem have shown that there is a marked loss of tonus. 
WhhBce comes this loss of tonus 1 It is due, like the loss of myotatic irrita¬ 
bility and the consequent absence of the knee-jerk, to the break in the 
reflex spinal arc occasioned by the degeneration of the spinal roots, and 



Fto. 6.—Photomicrograph of & traniivcrae section of the pos^or root (Srd lumtar)ft»m a eye of 
aaVanSS^bei. The email dark round buudlfl of flbree Is the uiiUegenerated Mteripr root, tta 
^e^ root IB ™e paeterlor. SecUon stained by Weigert method. MagnlflcaUon, 20 
diaiuetera. 


of those fibres which run forward through the root and the base of the 
posterior horn, terminating in an arborisation around the anterior horn 
By this degeneration the motor neurons in tabes are deprived of 
the normal stimuli which serve to maintain the reflex tonus and myotatic 
irritabUity {vide article “ Tendon Reflexes,” vol. vi. p. 629). 

The i nfliiAnnA that sensations coming from the periphery have m 
maintaining muscular tonus was strikingly shovm by ^ experimenft 
which Dr: Sherring|»n and I made on monkeys. We found that 
immediately%fter dividing the posterior roots supplying the hmb there 
occurred a great dimin^ion in tonus in the muscles of the limbs j we 
ajteo observiS in two a^mals shortly after Ae operation, and for some 
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considdrable time afterwards, a marked incoordination closely resembling 
tabetic incoordination in man. If the limb was rendere(!N[uite “apms*' 
thete” by diijding all the sensory roots supplying it, ^e animal was 
unable to use* its hand for volitional movements; there was a sensory 
foardtysis, although associated movements at 1;}ie elbow and shoulder were 
frequently observed. This loss of volitional power over the hand was 
not due to injury of the efiferent tract, ag was proved by the fact that 
stimulation of the cortex evoked all the movements even morh raaflily^ 
than on the sound side. The movements obtained by stimulation seemed 
to me in «>me instances to have a greater excursion than normal* This^ 
I believe, is due to the loss of tonus in the muscles opposing the action 
for example, extension of the wrist seemed to be greater and more%udden' 
than normal owing to the loss of tonus in the Hexbrs. By reference to 
Fig. 1 it will be observed that the limb of such an animal is practically 
cut off from the central nervous system. Except by vision the animal 
is unconscious of the existence of its limb, and without a knowledge of the 
sense of position it is unable to ideate a movement or to appreciate the 
successive changes which occur in the parts moved; consequently therd^ 
is a paralysis of voluntary movement. It is only in advanced stages of 
tabes that there is actual paralysis; and an examination of the spinal cord 
in the paralytic stage shows complete destruction of the exogenous fibres 
of the posterior columns. 

The experiments of Vierordt and Heyd show the importance of the 
cutaneous sensations coming from the soles of the feet; these observers 
found that by anaesthetising the soles of the feet instability and oscillation 
occur on closing the ^es. Tabetics, who did not show Bomberg’s 
symptom, exhibited it if the anaesthesia of the soles of the feet had been 
produced artificially. Clifford Allbutt, Leyden, Charcot, Vulpian, and 
others have explained Bomberg’s symptom by the falling away of cutaneous 
sensibility in the soles of the feet. There is no doubt^hat this increases 
the instability, but many tabetic patients exhibit this phenomenon when 
the ordinary methods of testing show perfect cutaneous sensibility in the 
feet It is a curioiu fact that sometimes an ataxic patient can stand with 
opaque glass in front of his eyes, whereas he will immediately sway to and 
fro on closing his eyes. I have seen several cases of tabes, begiiming with 
optic atrophy and ending in complete blindness, remain for a long time in 
the pre-ataxic stage, although they had lightning pains and absent knee- 
jerkiL These facts are very hard to explain, and they support in a measure 
Baymond, Jendrassik, and FTfinkel’s view that the incofii^nation of tabes 
is due to psychical disturbances. Baymond argues that if co-ordination 
is a cerebnd function, then the incoordinatiou of tabes is a cerebral 
disturbance. Beference to Fig. 1 shows that in tabes the direct sensory 
jftth to the opposite cortex is interrupted by the degeneration of Goll’s 
ctdoian. T^tis, however, is only one cause of incoor^nation. It would 
certainly lead to defective consciousness of the changes occifhnng in the 
tension of tendons and muscles and skin, and ii^ the pressure" on joints 
during movement of the limbs, and volitional impulses would be impaiiat^ 
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by this defect of consciouanesa; but this cannot be the whole explanation, 
’i,or in gener^l^^ralyaia we have a progressive destruction of the cerebral 
cortex: yet unless the posterior columns of the spinal cord are affected 
there is not coarse atanic incoordination. Pierrot has alsc? recorded two 
cases of sclerosis of Goll’s column without ataxy. For the maintenance of 
bodily equilibrium in the erect posture, while standing or during the 
successive changes that occur in the trunk and limbs in progression, a 
proper adjustment in the contraction of correlative antagonistic muscles is 
necessary. In standing erect, the joints are fixed by the tonic contraction 
of the antagonistic muscles of the lower limbs. The motor neurons of the 
anterior horn which preside over the muscles are excited by impulses 
from tiie periphery. Unequal and imperfect transmission of sensory 
impidses v^l lead to unequal and imperfect excitation of these motor 
neurons, and to a corresponding unequal and imperfect innervation of the 
muscles whereby their normal equable tonic contraction is disturbed and 
lowered. Seeing that in tabes there is a progressive degeneration of the 
afferent spinal neurons, we can easily understand that there will be a 
* progressively lowered and unequal tonus in the muscles. 

Again, the degeneration of the fine plexus around the cells of Clarke’s 
column {vide Fig. 7), met with early in the disease, is sufficient 
to explain the loss of power of balancing the body when the basis of 
support is narrowed by placing the feet together or standing on one foot, 
even though there be no paraesthesia of the soles of the feet. Reference 
to Fig. 1 shows that atrophy of this fine plexus leads to interruption of 
the sensory afferent impulses to the cerebellum, and puts this org^, 
which is concerned with unconscious co-ordination and tonic contraction 
of the muscles engaged in maintaining bodily equilibrium in the erect 
posture, at a great Ssadvantage. On closing the eyes another guiding 
sensation is removed and the instability is increased, there remaining 
only the sensations coming from the semicircular canals. Some experi¬ 
ments recently ^rformed by Biokel upon dogs show that this animal after 
section of the posterior roots exhibits ataxy for a short period of time after 
being placed in a dark room; but compensation soon occurs. Later the 
semicircular canals were destroyed, and then the animal when placed in a 
dark room exhibited atakic gait, which was permanent The power of 
compensation in man is necessarily imperfect, because of his erect posture 
and of the readiness, therefore, of the line of the centre of gravity to fall 

outside the base. . . 

In walking, the co-ordination of the correlative tonic contractions of 
the antagonistic muscles in the resting leg is imperfect for the same reasons 
as above mentioned for standing; but the disturbance of equilibnum is 
greater, because the weight of the body is resting on a narrower base 
The advancing leg is raised from the ground and moved forward b/ 
volitional impulses from the cortex cerebri—contraction of certain groups 
of muscles with stretching of the antagonists takes placff. If earned 
out perfectly, this necessitates the association of consciousness and 
voUtiOT; but consciousn’ess of the sense of position of the limbs in the 
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Buecesaive changes that occur during the mouementa depends upon the 
continuous and uninterrupted passage to the cortex of impulges from th& 
skin, joints, tendons and muscles of the parts engaged, impressions which, 
taken togethei^ make up the kineesthetic sense. A break in this path is, 
o howiiver, only one factor in the production of incoordination ; for if there 
were not the loss of spinal reflex tonus, and interruption to the cerebellar 
path, there would not be marked incoordination. Volitional impulses 
produce an increased contraction of one group of muscles acting u^an a 



Fio. 7.-«PhotoiQicFograpli of Clarke's colttmn at the level of the Ist lumbar segment a case of 
tabes. There la complete atrophy of the ftbres of the posteroexternal column, which break up 
into a hniab work around the vesicular cells. The cells themselves are iinclian^, only the felt 
work of nerve fibrils which surrounds them is atrophied. Inij^lses from the periphery are thus 
cut off firom the cerebeliuni. The axls^syllnder processes of tnese cells form the cerebellar tract. 
Magniflcation, 200 diameters. 

joint, and stretching of the correlative antagonists; but if there is 
diminution and inequality of reflex spinal tonus in the muscles there must 
necessarily be unequal and imperfect action of the antagonistic muscles. 
This will of itself cause irregular, jerky, and incodrdinate movements; 
hut braides this, the muscles being in a state of unequal tension, false 
ftipressions will travel up to the cortex with each successive change of 
positioiL The ataxic tries to compensate this by vj^ion. 

The lightning pains may he explained by the degeneratien of the root 
fibres; but their paroxysi^ character is difficult to understand. The 
partial anssstheaia may be accounted for by the partial degeneration of the 
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roots. Profe^or Sherringgton has shown that at least three roots overlap 
One another in a skin area, and that in order to produce complete loss of 
sensation in a part all three roots must be divided. If there be pro¬ 
nounced analgesia or a^sesthesia the peripheral nerves are pfftbably affected. 
With regard to the visceral crises nothing is known. It was suggested 
by Boss that these phenomena might be associated with the degeneration 
of the nerve networlS around the cells of Clarke’s column. No doubt in 
th^ dorsal region sensory fibres come from the viscera by the posterior 
roots. Dehler’s observation already referred to suggests the possibility 
that in tabes sensory fibres passing from the sympathetic ganglia to the 
pgsteridh spinal ganglia may be found degenerated; certainly the matter 
is worthy of investigation. 

The Argyll-Robentson pupil is the most frequent objective symptom 
of tabes, as it is of general paralysis. In the former disease the reflex 
rigidity of the pupil to light is generally associated with contraction— 
in the latter with dilatation. No very definite anatomical facts have 
been brought forward to explain this remarkable phenomenon; it is 
.asserted that it is due to a break in the synapse between the terminal 
arborisation of optic nerve fibres in the corpora quadrigemina and the 
dendrites of the sphincter iridis nucleus. The pathology of tabes has 
been more clearly intelligible with the modern conception of the neuron 
as an independent complex cell unit; and although there are a great many 
problems yet to solve before we can satisfactorily explain many of the 
clinical phenomena, yet the fundamental principle of the neuron has 
revolutionised our ideas of the pathology of this disease. Sclerosis 
due to overgrowth of the glia tissue is secondary and proportional to 

decay and atrophy of the neurons. 

^ ^ ^ F. W. Mott. 


Symptoms.—^^n ordinary case of tabes falls naturally into three 
stages, according to the degree of intensity in the principal symptom 
incoordination. In the first, sometimes called the pre-ataxic stage, there 
is no incoordination; the patient can stand and walk normally. In the 
second stage standing and walking are rendered more or less difficult. In 
the third the patient caraiot stand.or walk alone. 

Probably the earliest symptom to attract the patient’s attention will 
be TM-in • Of there may be various kinds, but the most characteristic 
are the so-called Hghtning pains. These are sharp and shooting in 
character, sudden in onset, momentary in duration; they occur in toute 
which last a variable time, which are paroxysmal (leaving interval it 
may be long intervals, of freedom), or which may be periodic, '^e 
general character, then, of the pains is neuralgic; but they are not, like 
Muralgia, necessarily limited to special nerve districte; they may 
haunt me spot, may be widely distnbut^, or may shift their seat 
rapidly. Uepally thi earliest pains are in the lower limbs; but this is 
mt inTOiiabS^they may begin in the face or head. They are gene^y 
W by Sp o^ by cold winds, so that the patient calls them 
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“rheumatics.” They may leave a transient^cutaneous hypereesthesia. 
Sometimes in connection with lightning pains, and sometimes without, 
them, a sudden giving way of the legs has been noticed. THere may be 
pain, too, that ts not lancinating, but has a dull actppg or boring character, 
and situated in the back, trunk, head, or limbs. Many are the com¬ 
parisons made by the unfortunate patients in Vhom the pains are severe ; 
“ like knives, needles, electricity ”; “ like gimlets, corkscrews, or hot irons 
thrust into the flesh ”; “ like wild beasts flawing,” and so on. , 

A history of causeless paroxysmal shooting pains should of itself 
direct our thoughts towards tabes \ but other complaints may be made. 
These, as we shall see, may be very variable, but some are particularly 
common: for instance, diplopia, squint, or ptosis, depending o^ some 
transient oculo-motor palsy; or difficulties of micturition, so that the 
patient either cannot pass water readily, or (which is perhaps more fre¬ 
quent) cannot retain it properly; the urine escapes from him involuntarily, 
or he has to hurry when once he has felt the desire to micturate. There 
may also be troubles in the genital sphere; or in walking the patient may 
experience a sense of fatigue quite disproportionate to the exercise. 

Luckily the diagnostic importance of such complaints can be tested 
by physicid examination, and for this we turn to the state of the knee- 
jer^ and the state of the pupils. 

I need not now dwell on the method of investigating the kne&jerk 
\yide art “ Tendon Befiexes,” vol. vi.] and of the general inferences to be 
drawn from it. Suffice it to say that in tabes, even at an early stage, the 
knee-jerk is commonly absent, while the power, nutrition, and electrical 
reactions of the extensor muscles of the knee remain normal. This dis¬ 
appearance of the knee-jerk in tabes has been called Westphal’s sign. The 
date of its disappearance we cannot usually fix in some few cases the knee- 
jerk may disappear under observation, becoming feeble, unequal on the 
two sides, and finally absent; in some few it may remaii^ present for years; 
in some an early stage of exaggeration has been reported; but as a rule, 
when the patient first presents himself it is gone. 

The symptom derivable from the pupil consists essentially in this— 
that the pupil does not contract (as normaUy it should do) when light is 
suddenly thrown upon the eye; but the normal contraction stiU takes 
place when the patient fixes a near object (that is, accommodates or 
converges). This is known as reflex iridoplegia, or as Argyll-Bobertson’s 
sign. Commonly the pupils are small—sometimes so small as to deserve 
the name of “ pin-point pupils,” and symmetrical with each other, both 
in size and in mode of action. Inequity in size, however, is not very 
uncommon, though uniocular reflex iridoplegia is decidedly rare. It is said, 
too, that such pupils do not dilate under this stimulus of paiiu Varieties 
flf action occur; thus a pupil may contract to light, and then re-expand 
though the illumination be still maintained ; probably this marks an 
early stage of reflex iridoplegia. Not infrequefl!tly, alsf), the pupils 
react neithw to light nor to accommodation. The date of the appearance 
of the pupil sign is as difficult to fix as that of Westphal’s sign In some 
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cases it may nt)t app^ at^all, the pupiUaiy reactions remaining normal; 
Mt on the whole it is a very uniform, trustworthy and early symptom. 

* • The coiflbination of these three symptoms—lightning pains, loss of 
knee-jerk and reflex mdoplegia—warrants a diagnosis of early tabes; 
ah4 this is all the more certain if there be added the history or preaence 
o&ocular paralysis, difficulties of micturition, or some of the anomalous 
symptoms which I sHall presently describe. 

^The second stage of tabes is characterised by the appearance and the 
■progAssive increase of ataxy, generally also by defects of sensation. By 
ataxy or incobrdination we understand a want of harmony or co-operation 
in musflular contractions (as distinct from loss of power to contract), 

: whether they be employed to produce movement (motor ataxia) or to 
maintain a fixed position (static ataxia); so that from the ill-combined 
muscular contractions actions result which are disorderly and in¬ 
appropriate to their purpose. Incoordination, as distinguished from 
paralysis, has been recognised ever since Todd’s and Duchenne’s writings 
as a special mark of tabes; still, we must remember that a certain amount 
,of loss of power often coexists with it. Incoordination first reveals itself 
*in walking and standing, actions which require the co-operation of many 
muscles both of the trunk and lower limbs. It begins as a mere un¬ 


steadiness in walking, which is most noticeable when the patient rises 
to walk, or when he turns; or it may be brought out by making him 
march, halt, or turn to command, walk along a given line, walk back¬ 
wards, walk up and down stairs, and so forth. Above all, it is worse 
when he closes his eyes; and often he will volunteer the statement that 
he cannot walk in the dark. At first the gait suggests a mere loss of 
equilibrium, such as might be due to an affection of«the trunk muscles ) but 
in time the movements of the legs themselves become peculiar, the patient 
gets the feet crossed as he turns, and he plants them widely apart and 
uncertainly, lookiqg to see where they are going. Finally, ho mamfests 
the typical “ataxic gait"; he rises from his seat and starts carefully, 
probably invoking the support of sticks or of a friend; he bends forward 
at the hips, looking at his feet; he lifts the advancing foot too high, 
throws it outward with a jerky movement, and brings it down again 
with a stamp. The action of the lower limbs has been compared to the 
walk of a cock, or the movement of the legs of a marionette. Even when 
sitting he is unable well to direct the movements of his legs if he be told 
to describe a circle with his toe, touch one knee with the opposite heel, 
and so on. In standing, as in walking, he needs a wide basis for support, 
hence he is unsteady when his feet are put close together; or even 
supposing he can stand so, yet on closing his eyes he begins to sway and 
sts^r This staggering when the eyes are shut is known as EomWg’s 
s^tom, and is usuaUy considered an early indiwtion of at^. La^ 
the ratient finds difficulty in standing at aU without support. The m- 
codr£iation^preads*in time to the up^r hmbs. “ 

awkwardness and want of precision m the movements of the h^ds, so 
that there is difficulty iif writing, in buttoning the clothes, m playing a 
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musioal iaBtrument^ in carrying out the finer nuuiipulationi^ of trade, and 
so (Ui. If the patient be told to pick up a pin from the table, the hand^ 
wavers, and hovers over it before arriving at it, and the finders fumble" 
b^ore grasping it In the upper, as in the lower hmbs, the maldirection 
of movement is much increased when the aid of sight is denied. Thi)^ a 
favourite test is to tell the patient to touch the tip of his nose quickly 
with one fore-finger, first with the eyes open (which he will do unless 
the ataxy is pronounced), next with the eyes closed (when the finger jvill 
probably go wrong). 

Defects of sensation are usually found by the time that incodrdination 
is well established. The commonest and most obvious of these begin in 
the lower limbs. The patient has sensations of tingling, pins and needles, 
numbness and deadness, and when walking may ^perience a peculiar 
feeling as if he were treading on cotton-wool or on a thick earpeL In 
the trunk, too, the well-known “ girdle pain ” may appear—^that is, the 
sensation of a cord tied tightly round the body. Examination may then 
show anaesthesia of various degrees, of various distribution, and affecting 
variously the several forms of sensation (touch, pain, temperature, etc.), 
To these points we shall recur presently, but it may be stated here that 
aTinl g ftaia (readily tested by the prick of a pin) and delay in the trans¬ 
mission of such sensation of pain is particularly common. Sometimes 
the sense of posture is lost, so that the patient cannot tell how his legs 
are placed without looking at them, nor imitate the position of one limb 
with the other when his eyes are closed. Sometimes he is unable to 
discriminate the difference of weights placed in his hands. 

The general tendency of the ataxy is to get slowly worse, and to 
spread upwards to the hands and arms. The same may, perhaps, be said 
of the more definite forms of sensory defect The lightning pains in 
some cases disappear as the disease advances; the pupil sign and the 
absence of knee-jerk remain, as a rule, unaltered. , 

The third stage is but an aggravation of the second, in which the 
increase and spread of the ataxy has rendered the patient quite helpless. 
But there may, indeed, be a genuine paraplegia, and there is likely to be 
more definite paralysis of the bladder than before, and sexual impotency, 
if this have not existed from an earlier stage. Confined, as he is now, to 
bed or to a chair, emaciated and feeble, the patient’s life is obnoxious to 
peril from bedsores, cystitis, or intercurrent disease. 

Having now described what is usually considered the standard form 
of tabes, I will next consider in more detail the motor, sensory, and 
reflex abnormalities which occur in this disease; and -particularly those 
affections of the special senses, of the viscera, and of the joints, which often 
form such striking and dominant features of it as to throw the classical 
k>comotor ataxia quite into the shade. 

MjiaT aj^eetions .—^I have already alluded to two motor affections other 
than ataxia: ^t^-a disproportionate &tigue after''exercise^ which is an 
early symptom in some cases, and which, according to Pitres, may occur 
in paroxysms just like the pains ; secondly, a true muscular weakness of 
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tjie legs, appearing alongside of the incoordination. Such weaknesa is 
' j ™ 08 t cases a subsidiary affection, requiring examination to detect it. 
For when paralysis and incoordination of the limbs are at all propor¬ 
tionate to each other the case will probably be ranked as ataxic paraplegia 
rather than tabes, though ^the line between the two diseases may be 
difficult to draw. But it is more important to notice the many forma of 
genuine motor paralysis which^may present themselves; and these, from 
the^ svery variety, it is difficult to cl^sify in an exact and useful manner. 
First, let me say that some of them may occur early in the disease, 
.are limited in their area, and transient in nature. Such is usually the 
, character of the very common ocular paralyses; thus, in quite the early 
'stages Af tabes one third nerve or a branch of it, one sixth, or one superior 
oblique, may be paralysed partially or totally, and may recover again in 
a few 'months, weeks, or even days. But even these ocular palsies may 
be bilateral j thus double ptosis has been frequently noted, and paralysis 
of both sixths sometimes; nor do they invariably recover. Less com¬ 
monly the early paralysis takes the form of an hemiplegia or a paraplegia, 
’SO that a patient may suddenly lose power in both legs, or in the limbs 
of one side, and recover; but the recovery is followed by the symptoms of 
tabes. Such early transient palsies are alleged by some authora to be 
genuinely syphilitic, and, indeed, gummata and arterial disease have some¬ 
times been found after death; still it must be remembered that similar 
palsies occur in the early stages of disseminated sclerosis, a disease 
with which syphilis has nothing to do. While speaking of hemiplegia 
we may note two other facts: first, that tabes may be heralded or 
accompanied by sundry other cerebral phenomena, such as fits, either 
epileptic or epileptiform, or attacks of vertigo or coma, recalling the much 
more common occurrences of this kind in the allied disease general paralysis 


of the insane; secondly, that, apart from the early and recoverable hemi- 
I plegia, hemiplegia 9/i a more permanent character, and depending probably 
on ordinary vascular lesions, may occur in any stage of tabes. But to 
recur to palsies limited to the distribution of nerve-trunks. These may 
occur, though less commonly, in other districts than the ocular; par¬ 
ticularly in that of the TOroneal nerve, or in that of the ulnar, radial, or 
spinal accessory. Those nerve-palsies may be either single or bilateral. 
Bilateral laryngeal paralysis I shall discuss later. Paralysis in the 
district of the hypoglossal is marked by atrophy of one-half of the tongue; 
the affected lateral half of this organ is flabby, furrowed longitudinally, 
and wasted; when protruded the tip points to the paralysed side, md 
the paralysed mna hle cannot be felt to contract j nevertheless, the^ patient 
finds singularly little inconvenience either in speaking or swallowing. It 
would seem that such lingual hemiatrophy is due to disease sometimes of 
the nerve, sometimes of the nucleus. The mention of nuclear Asease 
brings us to yet anQther class of palsies of a more generah^ and 
progressive iteture than those we have been consider&g, clmicaUy 
rambling progressive muscular atrophy, and hke it caus^ either by 
multiple neurithi or by clisease of spinal and bulbar nuclei. Such pro- 
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greesiye disease may begin with wasting of the intrinsic muscles of the 
hands, and spread thence to the shoulder and other muscles; or in the*" 
lower limbs; ^r it may begin in the tongue and lips taking the form of 
a progressive bulbar paralysis; or in the muscles of the eyeball as a pro¬ 
gressive ophthalmoplegia. This combinatioi^ of tabes with progressive 
muscular atrophy is not, however, common {vide “Bulbar Palsies,” 
p. 219]. - „ 

Smsory affections .—Only a few authors have made systematic and< ekact 
observations upon the sensory defects of tabes. It has been recently 
stated that a diminution of sensibility in the trunk is a comniion and 
early symptom, so that the patient, though not really ansssthetic, cannot 
feel light touches here. This dulling of sensation, “ hyptesthesia” as it has 
been called, affects (it is said) a zone corresponding td’ the middle and lower 
dorsal nerves; but it may spread thence and reach the limbs. At the 
edges of the zone there may be hyperalgesia, especially when the stimulus 
of cold is applied. In the limbs, on the other hand, particularly the lower 
limbs, there may be more definite anaesthesia. This too may sometimes 
be found in the &ce and head, even where there is none in the limbs. 
All modes of sensibility—tactile, painful, thermal, etc.—may be abolished 
together, or there may be “ dissociation ” as it is called, that is to say, 
the several modes may be very unequally affected. Where there is such 
dissociation sensibility to pain is particularly apt to be lost; but a special 
thermal ansesthesia is far less common in tabes than in syringomyelia. 
The analgesia may affect not only the skin, but also deeper parts, such as 
the muscles and bones; analgesia upon pressure of the testicles has been 
specially noticed. According to Oulmont, tracts of cutaneoiu anaesthesia 
are symmetrical when ihey affect the limbs, but may be unilateral when 
they affect the face and head; and they have certain favourite sites, such 
as the toes, plantar surface of feet, anldes, knees, certain points about the 
trunk or fingers; later authors, however, doubt this latter statement, and « 
probably we cannot yet speak very definitely about their distribution. 

In the upper limbs anaesthesia is said to begin in the ulnar fingers and 
ulnar side of the hands and arma Analgesia of the ulnar nerve has been 
particularly noticed. A healthy man, when his ulnar nerve is forcibly 
compressed agaiiut the bone just above the inner condyle of the humerus, 
feels numbness and tingling in the little finger—^the ordinary “funny- 
bone ” sensation—and pain at the point of compression; but a patient 
with tabes (it is said) feels the periphertd tingling, but not the locid pain. 
Lastly, short of downright aniesthesia, and sometimes as the precursor of 
itk perversions and impairments of sensibility, of very various kinds, often 
occur. Thus seusory imjnwssions (and p^icularly, as I have said, 
painful impressions) may be delayed in transmission, so that the patient 
aoes not cry out till some seconds after he is pricked or pinched; or he 
may feel the contact of the pin-point at once, but„the pain of the prick 
only after a ’’distinct interval. Or a touch may be felt,°but wrongly 
localised. Or he may feel that he is touched, ljut be tmable to say with 
what sort of thing he is touched. .Or he may be insensitive to slight 
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stimuli, but unduly sensitive to moderate stimuli of the same nature; 
.and so forth. 

* Afiediona of reflex actions .—^The cutaneoiu reflexes are comparatively 
unimportant in tabes,; it would appear that they correlpond generally 
with the tactile sensibility of the sMn, being absent when the skiif area 
from which they ar^ prodifced is aneesthetic, and present when it is not 
It is said that the cremasteric reflex is absent when the patient is 
im^pq^ent Of the organic riflexes, difficulties of micturition, such as 
slowness and straining, or imperfect control over the bladder, are (as I 
have said) frequent in the early stages; paralysis of the bladder may 
occur later, but is not perhaps so frequent as might have been anticipated. 

• The 4u^ction of defsecation is less frequently affected. The sexual 
function in the mantis prone at first to abnon^ irritation; Trousseau 
remarks that a patient with early tabes may be capable of repeating the 
sexual act several times in a single night. Impotence with absence of 
desire supervenes sooner or later. Women who are the subject of tabes 
have been known to bear children; but it is certainly more common to 
find a history of sterility, whether this be due to the tabes or to the con¬ 


ditions which lead up to it. -tv 

The very great importance of the tendon reflexes in diagnosis I have 
already pointed out. The early disappearance of the knee-jerk is due to 
the fact that the spinal degeneration, attacking the fibres of the posterior 
roots soon after their entry into the cord, usually begins in the lower 
dorsal and lumbar regions, and thus cuts the reflex arcs which pass through 
this part In those rare cases where the degeneration begins higher up 
in the cord (cervical tabes) the knee-jerk may be retained. The disapp^r- 
ance of it is therefore a sign of local disease; namely, of a lesion in t e 
postero-extemal column of the dorsi-lumbar region. If this i«rt be com¬ 
pletely destroyed the knee-jerk will be completely a^ent, whatever the 
other conditions snay be; but, if the destruction be ineomplete, it is 
possible that the knee-jerk may be maintained, or oven ex^erated if 
there be simultaneous degeneration of the lateral columns. This may be 
seen in cases of combined postero-lateral sclerosis ; and Bimil^ly, in some 
cases where hemiplegia has occurred in the course of tabes, the knee-jerk 
of the paralysed side has been temporarily restored by the deswndmg 
lateral sclerosis which results from the cerebral lesion. On the other 
hand, when the posterior sclerosis is advanced we imy •mtness m rach 
hemiplegic cases the curious combination of post-hemiplegio rigidity with 

.ffection. of ft. 

omAll nr tMte^d subjective sensations of smell or taste have been 

dMcnoea, ^ common, deafness; such de«- 

oftener-^ith« vem^ , J j bilateral; and its cause may 
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it would be a mistake to suppose that deafnessais always due to atrophic 
changes in the nerve. Sometimes, certainly, the cause lies mainly in the., 
middle ear; for-inspection shows an opaque hillocky retracted membrane, 
indicating a fiKcosis of the tympanum; in other crises examination with 
the tuning-fork points either to “ central ” mischief (which of course may 
be either in the labyrinth or in the nerve), or to % mixture of central 
and middle ear mischief. It has been supposed that chronic fibrosis of the 
middle (and inner?) ear in tabes depend^ on some perverted trqpjiic 
influence in connection with the fifth nerve; but obviously a certain 
allowance must be made for mere coincidence, since chronic middle ear 
catarrh is in itself a common affection. 

Affections of the eye are far more important, and foremost among these 
stands atrophy of the optic nerve. The frequency of this has been 
estimated at 16 per cent or thereabouts. It generally begins at an early 
stage of the tates, preceding the ataxy, nay, sometimes preceding the 
pains, so that such cases may come first under the care of the oph¬ 
thalmic surgeon. The patient notices a failure of vision, first in one 
eye and, after a variable interval, in the other; and this as a rule pro¬ 
gresses to complete or nearly complete blindness in both eyes. Com¬ 
monly, as his visual acuity diminishes, the patient becomes colour-blind, 
and Ids fields of vision become contracted, either concentrically or 
irregularly. Sometimes large sectors of the field disappear, and this 
may even produce hemianopia. Central scotoma appears to be very rare. 
The defects in the two eyes, though they may differ as to their stage of 
degeneration, have a general symmetry both in their distribution and 
their progress. Visible changes in the disc begin to appear by the time 
that loss of vision is complained of, and sometimes even in the eye which 
is not known to be failing. The changes mainly consist in pallor, gray 
discoloration, opacity, and undue sharpness of outline. As the vascularity 
of the disc diminishes, as its medullated nerve-fibres atrophy, and as its 
interstitial tissue increases in amount, so it loses its rosy translucent 
aspect, and becomes pale and opaque, taking on usually a dead gray 
colour, or sometimes a yellowish tint, or even a chalky white. The 
physiological cup may appear deep, with undue exposure of the lamina 
cribrosa, or it may be Mled up, so that the stbrface of the disc looks 
flattened The edge of the disc is sharp and clear-cut all round, so that 
it contrasts with the surrounding fundus. The retinal vessels may remain 
of normal size. Upon the great prognostic importance of optic atrophy, 
involving as it does the prospect of utter blindness, it is unnecessary to 
insist. Tke gloomy outlook is somewhat relieved by a belief, which is 
commonly entertained, that when tabes begins with optic atrophy the 
ataxic symptoms are likely to be leas marked and less progressive than 
uttuaL Nmther must we forget its diagnostic importance as an early 
sign of tabes; for primary progreadve optic atrophy is comparatively 
common ip thi» disease and rare as an isolat^ occurrence; therefore, when 
p patient consults us for this alone, a careful search must be made for 
other symptoms. 
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The principal abnormalities- of the pupil and the very common palsies 
.of the exteijial ocular muscles have alref^y been mentioned. Less common 
Md more serious is a progressive ophthalmoplegia externa. One after 
another the ocular movements become limit^ and abolished, till both 
eyeballs are reduced to permanent immobility. This condition uAially 
comes on early in the disease, and does not pass off. It is due to disease 
of the oculo-motor nuclei, and may be associated with muscular atrophy 
in *l\p limbs. While such ophihalmoplegia is progressing, the movements 
of the eyeballs may be jerky and irregular; but a well-marked nystagmus, 
such as^is so common in disseminated sclerosis, is very rare in tabes. 

We now come to the subjects of visceral disturbances and of trophic 
lesion% Many, of these form extremely striking phenomena, which, 
although fairly common, have little apparent connection with spinal 
disease. Hence, when they manifest themselves early in the course of 
tabes (as they often do), and apparently as isolated facts, their true 
signification is apt to be overlooked. 

Visceral crises .—The so-called visceral “ crises ” must necessarily arrest 
• attention. These consist in a sudden and -violent distxirbance of function, 
for which no sufiicient external cause can be found, followed by an equally 
rapid return to normal, and a recurrence of the attack after a variable 
interval. This paroxysmal character of the “crisis” suggests an analojgy 
to the bouts of pain, and, indeed, a typical crisis is accompanira with 
pains. The commonest is the “gastric crisia” In this the pains con¬ 
centrate themselves upon the epigastrium, nausea sets in, and soon 
vomiting too of a most severe and intractable character; the ^tient 
brings up first his food, then bile-stained mucus or clear fluid. Yet the 
tongue is clean, and, though the pulse may be.fifequent, the tenaperature 
remains normal. Severe gastric crises may be accomi»nied by mucn 
nervous depression, or even by collapse. After a variable time, imually 
one or more daysi the vomiting ceases as suddenly as it began, leaving 
the patient well except for exhaustion. But the attack will recur, either 
at irregular intervals or in some cases with remarkable “ 

some attacks there is no pain, only the paroxysmal and causeless smiting. 
UsuaUy the gastric crises occur early in the disease and paas off as rt 
progresses; Si later Ae patient, seeing no connection between them 
Ld^he paralysis which has since overtaken him, may not spe^ 
to the nhvsician or may merely mention that he is subject to bilioiw 
^Converselv at the time of their occurrence they may form his 
sole complaint, so th’at in any case exhibiting causeless 
vomiting?the^ssibility of an early tabes should be 

AiXgous to gastric crises, and sometimes associated with tnem^re 

or without abdominal pains. Similar 
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with erotic sensationa which have been termed clitoridean crises. Anom^ 
lies of secretion may accompany, or may constitute these visperal crises. 
Thus during a gastric crisis the secretion of gastric juice is stated to 
be increased, aSid the chlorine of the urine correspondingly diminished; 
and *in the intestinal crisis there is a watery secretion from the boweL 
Paroxysmal fluxes of urine, of saliya, of tears, paroxysmal sweatings, and 
even attacks of glycosuria have been observed. 

Afiections of the larynx .—^Affections of the larynx occur; theaOem- 
monest of which is a bilateral paralysis, involving the abductor muscles 
only. The power of dilating the glottis is gradually lost; first of all the 
cor^, which during inspiration should diverge widely, diverge imperfectly 
or remain immobile during this act, though during phonation tlv^y still 
approximate properly; next they take up permanently a position nearer 
and nearer to the middle line, till the glottis is reduced to a mere chink. 
The symptoms of this paralysis are in its earlier stages almost nil; for 
the voice is unaffected (the tensors and adductors acting normally), and 
the only difficulty experienced by the patient is in getting breath quickly 
after prolonged expiratory efforts, as in speaking or singing; but in time 
there arises a certain stridor during respiration, evident either in the 
pauses of his conversation, or as a snoring noise when he sleeps; finally, 
as the glottis becomes extremely narrow, he finds himself liable to attacks 
of severe dyspnoea on the occasion of any slight laryngeal catarrh, or on 
extra respiratory exertion, inhalation of cold air, or other source of 
irritation to the larynx. Probably many of the attacks which are called 
“ laryngeal crises ” are really mere exacerbations of a pre-existing abductor 
palsy; but it would appear that paroxysmal attacks of cough and dyspnoea, 
analogous to the gastric firises, may occur without other basis than increased 
reflex excitability or spasm pure and simple. In some instances such 
laryngeal crisis is accompanied by coma and convulsions, suggesting 
the possibility of dangerous cerebral complications; this has been called 
the “ laryngeal ictus.” A patient with severe abductor palsy is evidently 
in constant danger, and a tracheotomy, if not performed as a prophylactic, 
may be required at any moment; yet it is surprising how little in¬ 
convenience some patients may experience even when the glottis is con¬ 
siderably narrowed. '' 

Other laryngeal phenomena are unilateral paralysis, affecting move¬ 
ments both of abduction and adduction of one vocal cord (as in 
ordinary paralysis of the recurrent laryngeal trunk), which, according to 
Marie, is often assodated with paralysis of the soft palate and hemiatrophy 
of the tongue on the same side; and ataxia of the larynx, an extremely 
rare dondidon, in which the cords move, but without proper rhythm or 
regularity, and there are sudden changes in the pitch of the voice. In 
Ame cases difficulties of deglutition occur which may be put down to 
abnormal innervation of the pharyngeal muscles, an^ are called " pharyn¬ 
geal crises.” 

Cireulatory system. —^Fi'equency of the pulse was noticed by the early 
writers on tabes as a common symptom; less notfce has been t^en of this 
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jAtely, possibfy because the sympathetic nerve is no longer thought to be 
I concerned the pathology of the disease. Attacks simulating angina 
pectoris sometimes occur and have been classed as “cardiac crises.” 
Organic valvular dissase, and particularly of the aortic “valves, is com- 
pfhtitively common; and elaborate hypotheses have been advanced to 
account for this; but it is probable that in some cases (looking to the 
age and sex of the patients) such aortic disease is a pure coincidence, and 
t^tf in others the tabes an^ the cardiac lesion have a common cause, 
namely, syphilis. Lastly, the symptoms of Graves’ disease have sometimes 
been (^served to coexist with those of tabes. 

Trofphic lesions. —Of trophic lesions the joint disease is the most 
remarkable. The characters of this were laid down by Charcot, and it 
has been named Charcot’s disease. It occurs most commonly, he maintains, 
in the earlier stages of tabes, that is, after the onset of the pains and before 
the onset of the incoordination; apparent exceptions to this statement, 
such as the occurrence of joint disease in the upper limbs late in the 
course of tabes, may be explained on the ground that the spinal disease 
may be of long standing for the lower limbs when it has only just reached 
the upper ones. 'Though any joint may suffer, the large are more often 
attacked than the small, and the knee oftener than any. The affection 
may begin quite suddenly without any prodroma, or without any excit¬ 
ing cause; but sometimes it may bo heralded by lightning pains in the 
neighbourhood of the joint, or a crepitation on movement may have been 
noticed; or sometimes there may have been some trivial antecedent injury. 
The joint becomes suddenly swollen, and on examination presents si^ of 
a large effusion. Frequently this efl^ion is not limited to the joint itself, 
but the whole limb in its neighbourhood is fimfly oedematous. In spite 
of its acuteness this process gives rise to no heat, nor tenderness of tee 
parts, nor any pain. In some mild cases the effusion subsidM gradually, 
and ieaves little»trace behind it; more commonly on its dirappearance 
the joint is found to be completely wrecked. This disorgamsation depends 
maiiy upon absorption of the tissues, whether li^mente, cartilages, or 
bones of the articulation, whereby may be produc^ either m extreme 
and abnormal mobility of the joint, so that the limb can be flung about 
Uke a flail, or else disldfcations of an extraordiMry cl^ter. But some¬ 
times new bone may be thrown out, to be felt in the form of 
bosses, and buttresses, and may produce restrictions of movement. It is 
rare for the original effusion to suppimte. 

The clinical course of this arthritis differa so evidently 
rheumatoid arthritis, that it seems at first sight surpnsing t^t t^e two 
should have been identified.' Yet this identity has been uphel^ 
and narticularly by English surgeons. Two facte may be mentioi^ 
which*T)erhaps,^have contributed towards this opinion : first, t^t rhdU- 
which, pOT ^ simple, may occur in the course of tabes, as in 

Londly.th.., judging fro- 

ttot of “r ™«„it« it mav bo difficult in some cases to distoguish 
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into pathological details, it may be broadly stated that, extensive and 
rajad destruction of tissue, particularly of bone, with osteophytio deposits, 
in the capsule and synovial membrane, forming eventuidly spikes and 
sheaths of calcffreous matter around the joint, maiidy occurs in Charcot’s 
diseate; while slow thickening, ebumation, and outgrowths of bone, with 
“ lipping ” of the cartilages, occur mainly in rheumatoid arthritis. 

Two other hypotheses concerning this ^oint disease have been advo¬ 
cated : first, that it is traumatic in origin, caused either by the ataxic 
ments of the limb or by the accidents to which an ataxic patient is neces¬ 
sarily liable—this is sufficiently refuted by the fact that it oftei;i arises 
before ataxy has set in; secondly, that it is simply a syphilitic arthritis: 
for this latter opinion I believe there is little support, neither does it 
explain the peculiar characters of the joint disease in question. We there¬ 
fore adhere to Charcot’s original view, that the nervous lesion is essentially 
the cause of the arthropathy, though how this cause acts we do not yet 
know (vol. vi. p. 667). 

Closely allied, no doubt, to the phenomena of the joint disease is that 
of spontaneous fracture of bone. Such fracture may occur either on 
very trivial injury or without apparent cause; and, like the joint lesion, 
is painless. G^e long bones, particularly those of the lower limbs, are 
most often broken; but multiple fractures, involving many bones, may 
occur in the same patient. This last fact of itself suggests some constitu- * 
tional causeand it would appear that in the bones generally an absorp¬ 
tion of the osseous materixd has been going on, with dilatation of the 
Haversian canals, and (in the case of the long bones) of the central cavity 
of the shaft. The thinning and fragility of the compact substance thus 
brought about eventually results in fracture. Such fractures may occur 
in the immediate neighbourhood of diseased joints, indicating, perhaps, 
that both phenomena may depend on the same cause. So too rare cases 
of spinal distortion have been described, due partly to fracture of the 
vertebrae, partly to intervertebral arthropathy. 

By a similar combination of bone and joint disease may be produced 
a peculiar distortion of the foot; first, a firm, painless swelling forms upon 
the dorsum, subsequently the inner border becomes thickened, the arch is 
flattened, and the whole foot shortened and deformed. This condition 
difibrs from the club-foot described by Joffroy, which is a kind of equino- 
varuB with flexion of the toes, produced (it would appear) partly by a 
neuritis which has caused muscular palsy and atrophy, partly by pressure 
of die bed-clothes npon the flaccid and paralysed feet. 

Another affection of the lower limbs, possibly trophic, which has been 
seen in some cases of tabes, is rupture of the tendo AchiUis. 

Perforating ulcer of the foot is not very uncommon. Hus begins as 
a<Goni, seated, commonly, though not invariably, on the hall of the great 
or litde toe; beneath this, or in the centre of it, suppuration takes place, 
so that an ulcer or sinus is formed, which in bad cases may extend right 
into die jmnt beneath. It is co mm on to find some anaesthesia in the 
nei^bourhood of siu^ an ulcer. Gangrene of the toe occasionally supe^ 
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vene^ eitW for this ^lue or on account of the inconvenience en- 
^feued by the presence of an intractable sore, amputation may bo required. 
Nevertheleia, the less severe forms of perforating ulcer, which are also 
the commonest, often Jieal by themselves, or under very simple remedies. 
[Sqe article on “Perforating Ulcer,” etc., vol. vi. p. 572.] « 

Deformities and loss of the nails, chiefly of the big and little toe, 
have been seen in tabes, and have been associated with the nervous dis- 
ea^ on account of the prevalence of pain or.of anaesthesia in the parts 
concerned. The teeth in some cases have been observed to drop out; 
and even large pieces of the jaw-bone to come away, painlessly. 

As 'to cutaneous afiections, herpes sometimes occurs, preceded by 
• lightnmg pains ^in the district of the eruption; sometimes also crops of 
small subcutaneous ,ecchymoses, also preceded by pains; sometimes, 
again, widespread effuBions of blood under the skin. Subcutaneous 
oedema has already been mentioned in connection with the joint disease; 
it may possibly occur alone. 

Menial affeetions .—In most cases of tabes the mind is not affected. 
. It is true that various psychical troubles, particularly in relation to the 
early stage of the disease, have been described by Fournier, but these I 
think are hardly a matter of general experience. Other authors have 
thought that the contented and hopeful way in which many patients bear 
^their terrible disease is in itself an evidence of some mental alteration. 
The opposite bias, namely, towards undue despondency and hjrpochon- 
driasis, though less common is far from unknown. But it is of importance 
to remember that in the course of tabes symptoms of general paralysis of 
the insane may supervene ; which is hardly surprising when we remember 
the very close relations between the two diseases. <Both occur with greatest 
frequency in syphilised subjects, and in men rather than women. In general 
paralysis there may exist, over and above the cerebral lesion, a systematic 
spinal sclerosis, sqpietimes predominating in the posterior columns; and 
in such a case the patient may be ataxic, and present the reflex irido- 
plegia and the absence of knee-jerk which are characteristic of tabes. 
So that it has been even asserted that the two diseases are essentially the 
same, and that general paralysis is a “ tabes of the brain.” Without 
subscribing to such a view, and holding rather that in ordinary tabes 
mental symptoms are somewhat uncommon, we have yet to remember 
that they do sometimes supervene in the form of exaltation, excitement, 
and the grand delusions characteristic of general paralysis. With the 
onset of such a mental state the walking powers may appear to improve. 
The prognosis is, no doubt, very grave, still the mania does in some 
instances pass away and leave the patient in his previous state; more 
commonly, however, he gets rapidly worse both in mind and body, and 
dies a helpless and emaciated general paralytic. 

Course of the disease .—The ordinary course of tabes consists in a slow 
but steady progress, lihe powers of locomotion growing wowe by degrees, 
and the incoordination spreading to the upper limbs. The several stages 
are to be measured by years, or at any rate by many months. Not in.- 
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frequenUy, however, a natural arrest appears take placed; for patients 
may suffer pains for many years without becoming ataxic; and others 
already ataxic may be seen going about for an indefinite tifne. Many 
^mptoms, such as the early palsies, the pains, and the visceral crises, 
may disappear as the disease advances; but thoroughly established ataxia 
rarely, if ever, disappears, though instances of improvement may be quoted. 
NeitW does the knee-jerk return when once complet^y abolished, nor the 
pupil regain its normal contractility. It is,«inde^, obvious that when 
fibres of the posterior roots and columns are destroyed they are never 
likely to be replaced; nor is it easy to see how their functions can be 
undertaken by other parts, and therefore such symptoms as depend on 
this lesion will persist. Still many symptoms may be caused in other 
ways, and particularly by periphery nerve-disease, apd tlien may *6e far 
less hopeless. On the whole we may say that, the more typical and 
steady the march of the disaase, the less the chances of improvement in 
the particular case. 

Tabes does not necessarily shorten life, and doubtless many patients 
outlive their physicians; but danger may be anticipated in particular 
cases from laryngeal, cardiac, or cerebral complications; or in the later 
stages from bedsores or bladder troubles, or (which is still more likely) 
from intercurrent disease. 

It is imtuual for tabes to run a rapid course; stiU patients have been 
known to become ataxic in a few weeks or months, or even, it has been 
said, in a single night. 

There are cases in which the pains, ansesthesia, and ataxia affect the 
upper limbs first; or in which symptoms first appear in the districts of 
the cranial nerves. Ib these (which have been called “cervical” or 
“cerebral” tabes respectively) the sclerosis presumably begins in the 
upper parts of the cerebro-spinal axis, not as usual in the lower. The 
diagnosis then may be far from easy, especially in viey of the fact that 
the knee-jerk is likely to remain unaffected lon^r. 

It is important to remember that many of the anomalous symptoms 
which I have described may occur quite early in the disease; this 
applies particularly to the optic atrophy, the visceral crises, the joint dis¬ 
ease, perforating ulcers of the feet, and abductor paralysis in the larynx. 

Oeneral eonslderatlons.—As we have now described the course, 
symptoms, and pathology of tabes, I propose, before turning to, diagnosis 
1 ^ treatment, to make some general remarks on the disease. The study 
of tabes has bmn facilitated by the fact, that both during life and after 
death we can generally arrive at a tolerably definite diagnosis. For though 
its manifestations may be very varied, yet there is nearly always a sub¬ 
stratum (ff certain cardinal symptoms; and anatomically it presents a very 
definite lesion, namely, symmetrical degeneration of certain portions of the 
posterior columns, and of the posterior nerve-roots. This degeneration is 
in a doable sense progressive: first, because it folldws fron^the laws of 
secondary degeneration that when fibres have been destroyed by disease 
at any one level, their prolongations into the upper levels of the cord 
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must perish rfso; secondly, and chiefly, because the primary process is 
jtself progressive, and so mr from limiting itself to one level tends to 
attack, in flpward series, the roots or root-zones of many levels. But 
although the characteristic lesion, without which wo could» ha^y reckon 
a given case as tabes, m degeneration of the posterior columns, it is Ukely 
■that the morbid process hatr a wider incidence. This is rendered pro^ 
able by the variety and extent of the symptoms, and is corroborated by 
th^ facts of optic atrophy and*of periphei^ nerve degenemtion in tabes. 
Tabes from this point of view has been called a “ great sensory neurosis ”; 
that is, a disease which selects for attack the afferent nervous apparatiu, 
whetheiF central or peripheral. As such it may be conriasted with 
amyotrophic lateral sclerosis, a disease which falls specially on the effer¬ 
ent part of the nervqps system. This view is presented with still more 
definiteness by Marie, who holds that the afferent fibres degenerate in 
consequence of disease (not yet^riemonstrated microscopically) in the cells 
which form their centres of nutrition; namely, (i.) the cells in the ganglia 
of the posterior roots, with which the fibres of the posterior roots and 
. posterior columns are connected; and (ii.) the cells of the peripheral 
sense organs with which, the fibres of afferent nerves are connected. 
Whatever be the precise point in which the degeneration originates, it 
certainly affects afferent structures mainly and most frequently. Still, it 
is not entirely confined to them, as is shown by the frequent occurrence 
of paralysis, and by the facts that degeneration has been demonstrated in 
motor nuclei and motor nerves also. Such a widely-spread process 
suggests a constitutional cause, and this consideration leads us to doubt 
the inferences which attribute the origin of tabes to purely local lesions, 
such as syphilitic meningitis, syphilitic arteritis, tzaumatisms, and the like. 
The view which refers the degeneration to some chronic blood-poisoning, 
which has originated in most cases from bygone syphilis, in some cases 
from antecedents ys yet unknown, covers the facts better, and can be 
supported, as we have already sai^ by the analogy of post-febrile and 
toxic paUies; but it is as yet without direct proof. 

The symptoms cannot all be satisfactorily traced to their anatomical 
origin. Todd, who first described the symptom of incoordination, con¬ 
nected it with disease o&the posterior columns j and in tabes we think 
there can be Uttle doubt that this connection holds. Since the posterior 
columns are mainly composed of fibres tom the postenor ^ts, and 
. therefore mainly of afferent fibres, it is rational to conclude that ate^ 
in general depends on interference with afferent nerve imp^e^ This 
view has been energetically contested; yet it reives considerable sup- 
Dort tom the fact that ataxia without paralysis is sometmes seen in 
peripheral neuritis and in disease of the postenor nerv^r^ts exter^ to 
* 1 , The lightning pains are commonly attnbuted to unto- 

extemes ” whkh Pie#ret has shown to suffer early m the (l^ease); but it 
S^sible that in some cases peripheral neuntis may also contnbuto 

to the production of pains. 
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The loss of knee-jerk Westphal refers to degeneration cff the posterior 
root-fibres in the dorso-lumbar region, just after their entry into the cord. 
Ross considered that the reflex iridoplegia is due to disease of fibres cor-' 
necting the anCerior corpora quadrigemina with the nuclei of the third 
nerves j but this view has not been universally accepted. 

The explanation of many of the accessorysymptoms (visceral, tropMc, 
etc.) is still uncertain. Dr. Buzzard, observing tlmt gastric crises and 
joint disease frequently occur in the samre patient, sumests that l^th 
may be due to some lesion in the neighbourhood of tne vagal nubleus, 
where may be placed centres which control the functions of the stomach 
and preside over the nutrition of the bones and joints. Another explana¬ 
tion of symptoms of this class is, that they depend on peripheral neuritis, 
and that the occurrence of several such symptoms ,in the gamf . ^tient 
may indicate a variety of the disease in which the peripheral nerves are 
specially prone to suffer. 

The diagnosis of tabes may often be made before ataxy sets in; 
and a well-established case of ordinary tabes is .certainly not easily mis¬ 
taken, except it be for certain cases of peripheral neuritis. Most cases 
of periphery neuritis exhibit, it is true, paralysis rather than ataxy, 
accompanied usually with some muscular wasting and changes in electri¬ 
cal reaction ; and such features form a sufficient contrast to ordinary tabes. 
But sometimes peripheral neuritis produces ataxy without distinct 
paralysis, and since there may be pains and sensory defects, and since 
the knee-jerks may disappear, much difficulty of diagnosis may arise. Yet a 
diagnosis must be made if possible, for the chances of recovery are fer 
greater in neuritis than in tabes. The points most useful for this purpose 
are as follows:—^I’or peripheral neuritis it is usual to find some immediate 
cause; either some toxic agent such as alcohol, lead, or arsenic, some ante¬ 
cedent fever, particularly diphtheria, or some constitutional affection like 
diabetes; for tabes this is not the rule. Peripheral^neuritis increases 
with comparative rapidity, so that the ataxic stage is reached probably 
in a few weeks or months, and the affection may spread quickly to the 
arms; in tabes there is a long preliminMy stage, and the upper limbs 
may escape long after the walking ‘powers have been impaired. 
Accessory symptoms, such as visceral and trophic disturbances, are far 
more common in tabes. Lastly, the state of the pupil is of extreme 
importance. Where there is distinct and definite iridoplegia we may 
generally diagnose tabes; but when the pupil reacts normally, or is 
fixed, reacting neither to light nor accommodation, the dmgnnaia in 
default of other evidence must remain doubtful. 

The diagnosis from general paralysis is equally important* for here the 
prognosis (at least quoad vitam) is worse than in tabes. Between the 
general paralysis that begins with characteristic mental symptoms 
and ordinary tabes there can be little risk of confusion. But there 
may be a spinal type of general paralysis, in which® the patgent exhibits 
ataxia, loss of knee-jerk, reflex iridoplegia, and perhaps other symptoms 
which we have described as belonging to tab€» We must then look 
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»refully for si^a of raental degeneration, such as early loss of 
memory, irritability, hebetude, and business incapacity (which I believe 
bd be exceptional in pure tabes), and particularly for the incipient affec¬ 
tion of speech, and j^remulousness of tongue, lips, or ^hands, which 
characterise^ general paralysis. In general paralysis the progre^ of 
the disease is generally more rapid than in tabes, just sis we expect its 
conclusion to be. Al»ence of lightning pains, from which most patients 
witk ^bes suffer at some tinfe, should also suggest the possibility of 
general paralysis. 

The^name of “ ataxic paraplegia” has been given to cases in which the 
lateral as well as the posterior columns are degenerated, and indicates 
the leading clinipal fact, namely, that here paralysis of the legs, usually of 
a spastic type, is associated with ataxy. Commonly the knee-jerks are 
®^gg®rated, since the posterior root-zones of the lumbar region are not 
completely sclerosed. But sometimes the posterior sclerosis predomi¬ 
nates over the lateral, and the clinical picture may then approximate 
closely to that of tabes, and indeed the distinction becomes a matter 
chiefly of pathological interest {vide p. 145). 

Ataxia from cerebellar disease is characterised by a staggering, tipsy 
gait, often with a tendency to fall to one particular side; jactitation of 
the feet, like that seen in advanced tabes, has been described, but cer¬ 
tainly is not the rule. The knee-jerks, too, are occasionally absent in 
cerebellar disease. Here the resemblance to tabes ends, for there is 
neither reflex iridoplegia, nor lightning pains, nor other sensory symp¬ 
toms. The same may generally be said of Friedreich’s form of “ heredi¬ 
tary ataxia ” j moreover, the age at onset, the family history, the 
affection of speech, and sundry other data will aid'*us here. 

An ataxic gait is sometimes seen in disseminate sclerosis; but the 
knee-jerks are xisually exaggerated, the pupils act normally, and nystag¬ 
mus, so rare in tfrf>es, is common; while lightning pains, conunon in 
tabes, are rare here. 

In syringomyelia the lower limbs may be ataxic, but are more com¬ 
monly paraplegic; the disease usually manifests itself first in the upjrar 
limbs and upper parts of the body; sensation is affected in a special 
manner, the temperature%ense being first abolished; muscular atrophy, 
spontaneous whitlows and necroses of the phalanges, and lateral curva¬ 
ture of the spine are common, while in tabes they certainly are not. 

Hysteria does not counterfeit tabes; for where the knee-jerk is absent, 
and the pupil does not react to light, hysteria may be so far excluded; 
and, on the other hand, where both these signs are absent, tabes cannot 

be certainly diagnosed. . i 

Treatment.—Concerning treatment we are not m a position to make ^ 
very definite and satisfactory statements. There are difficulties, obviom 
enough, in the way of estimating results; for the progress of the 
disei^ is slow, nay, sometimes it seems to undergo natuAl arrest, so 
that long observation is necessary before we can assert that a remedy 
has done permanent go8d. On the other hand, even as the disease 
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Kme of the most strikiDg BjinptoiiMi, Biich as lightning paiiu, 
eriMB, and the like, may Bpontaneoualy disappear, wjutever th*i% 
: tiaitbiaat mav have been. Bat in spite of such soorces of ft^oy ve afe 
Itcpirad to comber how snffering may best be mitigated, and arrest of the 
^iaeSse jffocared. • 

For the pains I consider antipyrin, ancf drags of this class, to be* 
fairly trustworthy remedies. Ten grains of antipyrin, or an equivalent of 
antifebrin, repeated hourly for three or four doses, i^l often cut^bort 
a bout of lightning pains. Or, if the pains be less paroxysmal, the drug 
may be given regularly three or four times daily. Salicylate of soda, 
colchicum with alkalies and with iodide of potassium, and aluminium 
chloride are also drugs that may be used in cases where rthe painy are a- 
prominent feature. When the pains are very severo and intractable, sub¬ 
cutaneous injections of morphia must be given, but the great danger of 
creating a morphia habit must be borne in mind. Gastric crises and 
other paroxysmal visceral disturbances may sometimes be controlled by 
antipyrin and its congeners. For the urinary derangements ergot has 
been particularly recommended by Charcot. Looking upon the disease 
as a progressive degeneration of the nerve-centres, we shall advise the 
patient to aim at some quiet, wholesome mode of life free from anxieties 
and from the drive of excessive business; and to abstain carefully from 
excess in alcohol, smoking, and sexual indulgence, if indeed he ^ still 
sexually capable. Bemembering, too, that the pains are intensified by 
cold and damp, we shall advise him to live in some dry and healthy 
situation, sheltered from east winds, and to winter abroad if he can 
afford to do so. The general nutrition must receive careful attention— 
iron, cod-liver oil, and hther tonics being used as required, and a whole¬ 
some, nutritious diet insisted upon; for patients with tabes are generally 
pale and thin, sometimes actually wasted. Prolonged confinement to 
bed is not advisable, except under special circumstances; it is better that 
the patient should continue to practise the use of his limbs. 

Of hydropathic treatment some authorities speak highly, others with 
reserve; and it would seem that no vigorous or extreme measures should 
be attempted in this direction, nor too much expected in the way of 
relief. " 

Electricity has been applied in two ways: first, faradism, applied to 
the slrin with the wire brush, chiefly with the view of relieving pain, of 
restoring sensation to ansesthetic j)artB, and, possibly, of acting upon the 
spinal cord in a reflex way; doubtless static electricity might ^ used 
for the same ends; secon^y, galvanism applied to the spine so as to 
reach the cord, if possible, and to modify its nutrition; a current 
being used of as many milliamphres as can be borne. Two very large 
*’electrodes should be used, and placed the one over the sacrum, the 
other higher up. The current is gradually rai^ to the mavimuTn, 
and the up^r electrode moved slowly up and down the spine so as 
to vary the density without rapid ma^es or breaks. Lastly, electrical 
treatment may be very j^perly employed fbr the various paralyses 
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^Uoh occur in^e course of tabes, being applied to the affected nerves 
Euld muscles ui the ordinary way. 

• . As •» conridering the prominence assigned to syphilis as a 

cause, it nught be tho^ht that mercury would take tbs first place. 
Yet there is^ httle conclusive evidence in its favour, and some autlyirs 
li^nk it positively harmful,* Iodide of potassium, on the other hand 
certainly seems to be of benefit in some cases, probably not so much as an 
antiajrphilitic as by some mors general action. Sir R. Gowers, who 
think^ that much may be done by the persevering use of appropriate 
drugs, speaks highly of arsenic; and, where there is much pain, of 
alumimum chloride. The old-fashion^ treatment by nitrate of silver, 
administered in small doses for a long time, is capable, I believe, of 
doing some real and permanent good. 

Various mechanical and surgical methods of treatment have been 
tried. The mildest of them is the gymnastic method, employed to 
relieve the ataxy. The patient is made, under medical supervision, to 
practise systematic movements, beginning with the simplest, such as 
deliberate flexion or extension of a joint, and proceeding to the more com¬ 
plex, such as touching given points with the foot, describing figures, and, 
finally, balancing and walking. The upper limbs, if ataxic, are to receive a 
similar education. This plan, which is capable of considerable elaboration, 
is said by continental physicians very greatly to relieve the difiSculties of 
co-ordination. Other modes of treatment consist in the application of 
counter-irritants—setons, blisters, and particularly the actual cautery—to 
the spinal column. Stretching of one or both sciatic nerves has been 
practised, but has rightly been discontinued. Suspension may be briefly 
described as follows:—a tripod and pulleys are provided similar to those 
used for the application of a Sayre’s jacket; to the pulleys is attached 
an iron cross-bar ^ from the centre of this depends a leather apparatus, into 
which the patient’s chin and occiput are fitted, and from the ends of it hang 
padded straps with ^ch to support his axillse. By the pulleys he is raised 
gradually off his feet, and suspended by head and arms, first for half a 
minute, and for longer periods on subsequent occasions till four minutes 
is reached If thought advisable, he can be told to raise hie arms now 
and then, so that he hangs by the head only. This process is reprat^ 
once a day for thirty days or more. Suspension, on^nally proposed by 
Motschutkowski, received the sanction of Charcmt in Franw, ai^ was 
introduced into this country, I believe, by Dr. De Wattev^^ 'Trust- 
'worthy observers have reported favourably upon this methoi^ but it has 
scarcely fulfilled its early promise, and appears to be falhng into disuse. 

J. A. Ormbkod. 
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Affections of Heart 
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KrOniA 
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Tonal diaease; — Ceabcot and F£b£. Arch, de Neurol, vi.—F£a£. Rev. de mid. 
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J. A. O. 


e 

Pathology: 1. Allbhtt, T. Clifford. “Remarks on the Phenomena of Loco¬ 
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logisohe Anatomie und Fhysiologie der Tabes Dorsalis,” Neurol. Centralblatt, 1894, pp. 
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No. 17.—14. Leyden. Die graue Degeneration der hvntem Rilekenmarkstr/inge, 
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upon the Influente of Sensory Kerves upon Movement and Nutrition of the limbs,” Pro- 
twa%^s Royal vol. Ivii. 1906.—20. Oppenhbiv. “Neue ^l^itTtige zur Fathologie 
Arehty far Paychiatrie, sue. Heft i.—^21. Oppbmhbiu and Siemeelino. 
o Tabes und der peripherisohe Nervenkrankheiten,” Arehiv fUr Psych. 

“ Essai SUP lea symptomes ciphaliques Au tabes dorsalis.'’ 
TheM de Pans, 1876.—231 Bayhond. Clinique dts maladies du ^stiTtie nerveux .— 
24. sBedlioh. Die Pathologie der tabiachen Sinteratranga Erkrankungen, 1897s—26. 
iBHEBBiNaTOM. “ Further Experimental Note on the Correlation of Action of Antago- 
niatio Mosoles,” Proe. Hoyal Soe. vol. xxxv. 1893.—26. Idem, “On Beoiprocal 
Innervation of Antagonistic Muscles,” Proe. Royal Soe. vol. lx.—27. SteObe. 
“ Ifc^nderungen der spinal Qanglfen bei Tabes Dorsalis," Cent./ilr ally. Path. 1884, 
p. 863.—28. Todd. Oydopeedia of Anatomy and Physiology. —29. Tbchiejbw. 
“Quergestreifter Muskeltonus,” /Br it. Physiol. 1879.—30. Westfbal. 

“ Usher JBrkrankungen des Rbckenmarka bei der allgemeinen Ingress Paralyse der 
Irren,” Arehivfllr path. Anatotnie, xxxviii., xxxiz., sd. 

F. W. M. 


SPASTIC PAEAPLEGIA 

The present article deals only with Spastic Paraplegia and its modifications, 
and except in so far as may be necessary for the purposes of general clear¬ 
ness or of differential diagnosis, the other forms of paralysis attended 
by spastic symptoms which are described in other parts of this work are 
left out of consideration. 

History. —Although it had long been recognised that some cases of 
pandysis are accompanied by rigidity and others are not, it is little more 
t.bftu twenty years since Spastic Paraplegia \^as definitely described. 
Professor Erb of Heidelberg gave the first clear account of it at the 
Wander-Sammlung of South-West German alienists at Heppenheim in 

May 1876. . ^ ^ 

In July 1876, and before we in this country had become acquainted with 
the communication of Erb, a case presented itself in my wards of the Royal 
Infirmary of Edinburgh, and I had the opportunity of showing it to the 
Editor of this work, and to many other leading members of the profession, 
who attended the meeting of the British Medical Association in Edinburgh 
in that year. In September 1875 an account of the case was pubhshed 
in the Lemut, under the title of “A new Form of Pseudo-Paraplegia. 
In the course of that paper it was pointed out that the peci^ar featurw 
presented by the patient were “ the almost perfect soundness of the 
sensory functions, and the undue excitability of the motor structurM, 
whereby in the affected regions general contraction is mdne^ 
attempto at voluntary movements or by peripheral imtation. Mter 
describing the features of the case, which precisely correspond^ with those 
of spastio^paraplegia as we now know it, the ^per g^ on to 
clinical pi^ d^ hot correspond to any form of di^e at 
ceneSll? reS^sed. It argues with re^ to its seat in the foUomng 
._««W^ columns are affected 1 Certainly not the posterior; for 
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the seoaery fanctioiiB ate normal. Certainly not the gray Inatter to any 
ccauidarable eztenl^ for reflex action, electro-contractility, an d the n utrt- 
tion the musclee are unimpaired. With equal certainty ^6TBtty say* 
that the anterorlateral columns are affected, as is proved by the abnormal 
motqp^xdtability. That the peculiar action is of spinal, not of cerelivtil 
origin, is proved by its occurrence in answer to irritation of the soles, as, 
well as on voluntary effort” With regard to the nature of the lesion, it 
is argued that probably a degree of myelitCs first existed, and that {jbis 
was followed by a rigidity due to sclerosis. And as to treatment,'it is 
said that “the object to be kept in view is the diminution of the 
excitability of the spinal cord. The application of ice-bags along the 
spine appears to be invfuiably followed by temporar;^ improvement. 
When they have been applied for some time the pc^tient bends his legs 
qmte readily; though when he attempts to walk little difference's noticed. 
Ergot of rye has failed to do good; Conium has also failed^ Chloral Hydrate 
appeared to prove in some degree beneficial, but latterly has been found 
to be of little use.” It is clear that this case afforded an excellent example 
of the malady in a somewhat advanced stage; and it was a matter of 
regret that the patient left Edinburgh, and passed out of observation.- 
From 1875 onwards the disease has been well known. Erb’s admirable 
and classical descriptions, which appeared in Virckovfs Archiv for 1877, 
and in v. Ziemssen’s Cydopcedia of Praetice of Medicine, and again Charcot’s 
able lectures have made the spinal forms familiar to the whole profession. 


Various forms of spastic paralysis are now definitely recognised, 
namely 

I. Simple Primary Spastic Paralysis, sometimes called Lateral Sclerosis, 
the typical form of the disease. 

II. Primary Spastic Paralysis, complicated with s 3 ^ptoms indicative 
of other lesions of the cord; namely, (a) with muscular atrophy (Amyo¬ 
trophic Lateral Sclerosis, Charcot’s disease); (b) with ataxia (Combined 
Lateral and Posterior ^lerosis, Ataxic Paraplegia); (c) Pellagra; (d) 
Putnam and Dana’s Combined Sclerosis of the lateral and posterior 
columns. 

in. Spastic Paralysis, secondary to pre-existing lesions (a) of the cord, 
such as Potts’ disease, with its attendant spinal changes, transverse 
myelitis, hsemorrhage into the cord, thrombo^, etc. (b) Secondary to 
intracranial disease: (i.) secondary to hemiplegia in the adult; (ii.) 
secondary to intracranial disease occurring during foetal life, at the time of 
birth, or in early childhood—the group generally described as Cerebral 
Palsies of Infancy and Childhood, or Little’s Disease, and presenting 
varieties in respect of date of origin, being pre-natal, natal, or post-natal, 
1 ^, in respect of distribution, ^ing hemiplegic, diplegic, paraplegic, or 
monoplegic. (This subject is dealt with in another part of this work.) 

lY. Functjpnal or Hysterical Spastic Paraplegia!^ 
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J- P rimary Spastic Paralysis (Lateral Sclerosis) 

Definition.—A chcpnio disease of the spinal cord, consiMing in sclerosis 
of ,the descending fibres of the crossed pyramidal tracts: charaderised by 
long-continued dise^e, with slow and insidious onset, marked at first 
by no sensory changes beyond a feeling of abnormal fatigue after even 
slif^t exertion, by no disturUance of motor functions, excepting slight 
rfgidity of muscles and exaggeration of deep reflexes, by no change in 
the electrical reactions, or in the vaso-motor or trophic functions; at a 
later sthge, when the disease is fully established, characterised still by 
freedom from sgnsory changes, but by much interference with movenmn^ 
especially in locomotion; by the spastic condition of the muscles, which 
shows itself in rigidity, a peculiar gait, and an interference mth 
voluntary movement, also by exaggerations of the knee-jerks and other 
deep reflexes, ankle clonus, knee clonus, resistance to sudden passive 
movement, and ultimately permanent contraction J 

muscles; but as a rule—until a very advanced 
changes in electrical reactions, or by yaso-motor or 

other symptoms; caused by over-exertion, hereditary tendency, sy^tos, 
and othOT conditions not yet ascertained; resulting m gradual disablement, 

to to tirmtSr rigidity. 

”t5r;Y s^K-rr 

" J,- 

feariirw of the ni^y, evidence is necumulating 

in the Inte^ “''TL.^'efLrrie* allhongl tie oBnienl 

„ prove tie s^inS with the leeiSn. proper to 

features have been fou tumours with chronic myelitis, 

multiple cerebro-spinal ^th changes in other columns 

with changes in the ohanees proper to general paralysis of 

besides the lateral, with « there are some uncomplicated 

the insane, and with Se 1^^^ is essentially, and 

cases which have W ^ ra^idal tracts. A nearly pure ewe wm 
may be solely, confii^ i,*ai,i^.^thc clinical history reported paralysis df 
tovUgMod by Dr, Mndon ™ae^ 

the lower exteemitie^with absence of any sensory or trophic 

in both uppir and ^^er tr^S-d of Ly braiJ sympto^ 

A.th.»h.p.y«.. 
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brain and coverings were found normal, and tj|ie only dis^e obvionsl 
presented was in the pyramidal tracts of the cord, where sclerosis wc 
found particularly in the dorsal region, becoming less marked in fhecbrvio 
and lumbar redone. But the case was not quite pui^, for there were sligl 
toke&s of change in some parts of the gray matter. By the kindnessr ( 
Dr. Dreschfeld I have carefully examined sections of the cord, and foun 
the changes in the gray matter quite distinct. Among the most convincin 
examples of the pure lesion as yet recoMed are those of Minkowfk 
Striimpell, and D4jerine and Sottas. In most of the other casra ex¬ 
amined the disease was less definitely limited than in these. In some 
instances other white tracts were involved; in some the gray '^natter. 
But even apart from autopsies of pure cases we are fully justijSed in 
believing, from a study of the phenomena of spasticity, and of the com¬ 
plicated forms, in the existence of a simple primary disease. As we 
know, a lesion certainly exists there in the form secondary to injuries 
of the upper part of the motor tract. In Charcot’s disease we find the 
spastic condition explained by lesions in the pyramidal tracts associated 
with disease of the anterior horns, which accounts for the atrophy. 
In another form in which we find spasticity with incoordination, we 
have the explanation in a lesion of the lateral columns, combined with 
sclerosis of the posterior columns. In cases complicate with general 
paralysis of the insane we find the lesion in the lateral columns associated 
with cerebral changes. And therefore, when we meet with symptoms of 
spastic disease without other lesions, we seem entitled, imtil evidence to 
tbe contrary shall be forthcoming, to refer them to a lesion of the crossed 
pyramidal tracts. 

The microscopic changes observed are similar to those in sclerosis 
elsewhere. There is an increase of neuroglia with numerous Deiter’s 
cells, thickening of the walls of the arteries, with connective tissue pro¬ 
liferation round them. The nerve-fibres have disappeared in some places, 
in others are reduced to axis-cylinders. 

According to Sir WiUiam Gowers, it is probable that the degenera¬ 
tion (which he thinks primarily affects the nerve-fibres themselves—the 
increase of connective tissue Iwing secondary) begins in the termination 
of the fibres in the gray matter in the intra-eornual fibrillse, and may 
even be limited to those terminal parts, so that the white columns might 
be found normal at death. 

It has been generally maintained, since the condition was described, 
and the functions of the pyramidal tracts ascertained, that the lesion of 
the latertd columns produces the paresis by interfering with the trans¬ 
mission of impulses downwards from the cortical motor centres. This we 
are fully entitled to accept. But the difficulty is to explain the further 
er spastic phenomena. Yarious hypotheses have been suggested: it has 
been maintained that the lesion does not confine itself strictly to the 
pyrumdol tracts, but spreads into the gray matter bf the atisterior cornua 
so as slightly to involve the motor cells and to irritate them. But this 
opinion is wholly improved and highly improbable. There is no evidence 
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,that in the ordinajy cases such extension of sclerosis occurs. In Bresoh- 
Jeld’s the change in the anterior cornua was so slight that it does 
not seem to have induced‘the clinical phenomena proper to it. And, on 
the other hand, in those cases in which it does occur, ii^ gives rise to the 
complex form of the disease, of which we have to speak later. Moreover, 
if such an extensiofi did wcur, its results could scarcely be those of mere 
irritation with exaggerative phenomena lasting through a period of years, 
fei ^ux!ordance with general mws it must pass on to a further stage of 
atrophic or other change. 

Another hypothesis refers the phenomena to a cutting off of the in¬ 
hibitory influences which proceed from cerebral centres. It originated in 
a reE^rch by Woroschiloflr, conducted in Ludwig’s laboratory, which proved 
that the lateral columns contain certain fibres which are inhibitory of reflex 
movements, and by the destruction of which reflex action becomes more 
pronounced and the muscular tonus increased. There is a good deal to be 
said in favour of this view. But this explanation is met by an insuper¬ 
able objection, namely, that if mere breach of the tract would suffice to 
produce the spastic conditions, they ought to arise at once in every case 
of cerebral hsemorrhage or other acute disease which destroys the con¬ 
tinuity of the motor fibres. This is not the case, as every-day experience 
proves. According to this explanation, moreover, we should expect that 
with all destructive lesions of these inhibitory fibres we ought to get at 
once an exaggeration of deep and of superficial reflexes, and at the same 
time an increase of the muscular tonus. Now these, although frequently, 
are not constantly aflFected together. The one set of reflexes may be 


found involved alone. , , • i,- v 

Dr. Hughlings Jackson' has advanced armther explanation wUicn 
refers the changes to the action of the cerebellum. He contends that a 
powerful tonic influence proceeds from this organ, which in health is 
wntrolled to seme extent by the influence of the cerebrum. But when 
this latter w cut off, the cerebeUum, being uncontrolled, gives nse to the 
exaggerated phenomena. Yet, apart from the fact that such a function 
is bv no meam proved to belong to the cerebeUum, we have here to face 
the rame clinical argument which forms the chief diffic^ty in the way of 
accepting ‘WoroschilofTs hypothesis; namely, that whenever the brain 
influence is out off the exaggeration ought at once to become mamfest: 
the spastic symptoms should not come on m the ^ual ^y they do. 

incSl to think that none of the hypotheses hitherto sui^ested 
affords a satisfactory explanation of the spastic phenomena. It is con¬ 
ceivable that they might result from changes in the efferent nervM, in 
the nerve-endings^ in the muscles, or in the muscles themselves; but I 
Tm nSTwarTS any observations which lend support to any of th^ 
Thn histoloev of these structures must be more minutely 
S Id not improUHe thnt n™ f«d. b. 

“to™ »<« tta,* ligtt upon «» 

obooTOtion *110 made «iin« tune ago by Bnunud, ucc^- 
toj to STb. .ppBction of » toumquto round . .p<wt>c 
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limb, so as to render it bloodless, temporarily removed the spasticity; 
' and this may be regarded as affording a certain measure of su pjwrt to a 
Igrpothetical explamtion of change in the muscles, or nerve-ending of 
nerves. ^ r. 

Bus whether it should turn out that demonstrable histological altera¬ 
tions exist in these structures or not, we must bbar in paind the possibility 
that spasticity may be due to molecular alterations in nerve-cells which 
are beyond the ken of the microscope, affd that what we should, be 
obliged to call undue functional activity in the anterior cornual cells may 
lie at the root of the process. 

Cllnleal History.—The beginning of the disease is always insldioiis 
and its progress exceedingly slow. The earliest sympton^s consist ,in a 
sense of fatigue on exertion, out of all proportion to the effort made, with 
scarcely any change in the gait, but with an exaggeration of the knee- 
jerks. The increase may be equal in the two legs, or the one may show 
it more distinctly than the other. When this condition has lasted for a 
varying time it usually passes into one which is unmistakable. It is 
quite conceivable that recovery may take place from this early stage 
but I have never met with such a case; and it would always be difficult 
to find proof in any individual instance that the pre-existing symptoms 
had really been due to an incipient sclerosis. 

When the malady is somewhat more advanced the features become 
unmistakable. The sense of fatigue is more easily induced than before, 
and walking is performed with effort. There is no difficulty in equilibra¬ 
tion on standing; but when the patient walks all the muscles are in 
a state of extreme tension, like that which is instinctively assumed 
when walking on ice, or* that which produces the peculiar strut of a 
Highland piper. In the production of ^is gait one element, no doubt, is 
the slight paresis, but much more important, especially in the earlier stages, 
is the high muscular tension and its associated heightened refiex irrita¬ 
bility. When the patient lies down, especially after a lofig or rapid 
walk, he is apt to be troubled with clonic spasms of the feet and legs, 
the condition which Brown-S4quard used to describe as “ spinal epilepsy.” 
One sometimes sees this when there is no resistance to the foot, the 
patient being in the recumbent posture. Sometimes when the feet are 
on the ground, and the patient sitting, a paroxysm of clonic spasms is 
set up at the ankle, causing the foot to tap with great rapidity and the 
whole limh to vibrate. 

On examination of the reflexes the knee-jerk is found greatly ex¬ 
aggerated ; and often, in addition, one may notice that when, in answer to 
the tap over the ligamentum patellse, the foot has been thrown forward, 
it is speedily checked as if fir^y reined in, and the leg drawn back again 
by'Hie und^y excited action of the flexors of the knee. If the patella 
be firmly grasped and suddenly thrust downwards, the limb being in the 
position of exteiasion, a series of donic contractions' of theoquadriceps 
extensor may sometimes be induced. This condition is known as knee 
olonuB. Much more frequently we meet with afikle clonus. Sudden 
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jjreasure upwards of thp toes or the ball of the foot when the leg is 
plac^ in an easy, slightly flexed position, so as to produce a moderate 
oegPee m tension in the calf muscles, induces clonic contractions of the 
flexors and extensors^ of the ankle. It will be foimd tha#, while generally 
these movements are due to the gastrocnemius and soleus acting alter-, 
nately with the an^tagoniiltic muscles on the front of the tibia, it some¬ 
times happens that the peronei and the tibial muscles take the more 
j^minent part. 

If the disease be situated high enough in the spinal cord to involve 
the arms also, we may find exaggeration of muscular contraction when 
the tehdon of the triceps, or of the biceps, or the bones at the elbow, or 
the tendons o( the wrist are tapped. For the purpose of eliciting these 
deep reflexes a tap snay be applied by the edge of the hand or by a thin 
book, but best by such a hammer as used for percussion, or by the ear¬ 
piece of a stethoscope provided with a rim of india-rubber. 

The skin reflexes are also markedly increased in some of these cases, 
but not in all; and in certain instances, although increased, they scarcely 
appear to be so, on account of the general rigid fixity of the limb which the 
attempt to elicit them induces. 

In the earlier stages of the disease at least, gentle passive movements 
are possible without inducing spasm; but sudden passive movement 
induces powerful antagonistic muscular contractions such as to resist 
and suddenly to arrest it; or sometimes, while extending the limb, a 
spasm is set up, making the limb spring suddenly to a position of com¬ 
plete extension—the “ clasp-knife ” reaction, as it has been appropriately 
called. This is obviously the result of the undue irritability of the 


The functions of the nervous system are otherwise unimpaired. All 
the sensory functions, the organic reflexes, the electrical reactions, and 
the vaso-motor apd trophic functions remain normal. 

At a somewhat later stage the condition already described is replaced 
by or rather passes into one of greater rigidity and stiflTness of the 
limbs Movement is rendered difficult by the general spasmodic condi¬ 
tion The patient walks slowly and with efibrt; he is unable to lift his 
feet clear of the ground? and so drags the front part of the foot at each step. 
A elance at the patient’s boots often shows that they are pro^rtionally 
more worn doira at the toes than elsewhere. This--the spastic 
Bait—may occur occasionally when the patient is tir^, even in the earher 
fitting stage of the disease; but after a time it becomes constant. 
Erb explins its characteristic features^) by the paresis which cau^s 
drawSr and catching of the toes; (6) by the muscular tension which 
13 stiffness of movement; and (c) by the heightened reflex action wMch 
explains the peculiar rise with each step. Spasm of the strong ^ductora 
KrthiKhs^ often superadded, causing a closed ^ition of the limbs 
?rlX hiSering ^ro^^on, and inducing a tendemy to ‘he c^ 
? «^f^ch however, is more frequently exhibited by patients 
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lU tiK' iiaiiie myriiti'. i« nit'.int lull.iimii.itudi nt llic s|tiiial coiil Imt 

tliidixli iMitliolo.ijic-ally 111,. sul.j,.,t .,t ... n.iil.l iv.lii.-.'.l t„ 

limaL.ratc liimts, the i.|imi<:i 1 result., uf iMy,.|iti.s m iliDeieiil e.ises me so 
Mined, tli.it the dise.ise.s wliieli umy Im- lejr.irded as foniis o| iiivelilis 
m.ikc a eoii.sideialilt! miiiilter. l•’ol•’lll the iienoiis sysi,.|ii ihi. .se\..r.il 
fltlietiuii.s have e.ieh a .special localisation or aiialoiiiical .s<..il, .iimI ihiis 
the isolated disea.se ot a particiilai aiiatoiiiic.d positi<.>ii iii.-n- lead to 
special and characteristic fiiiicLion.d disim liaiices Indeed, such .t .seli'e. 
lion of parts of the spinal lord liv an iiitlaiiiiiiatoiy process does t.ike 
plat,. ; and this slateliieiit may still hold flood, e\eii should we h.i\e to 
admit that in .some of the ehroiiic forms of p,nli.d myelitis to which I ii.ler 
a dcfieiierative ehaiiee sonieiinies occiiis Mist of all in the iierM' tiihnles, 
the lesion of the coniiecliie li.ssne heiiifi .seeoniiniy. 'riiiis, on the om- 
hand, the Mhrotie chaiifie may lie coiiMiied to one tract ot tissue sin h as 
the pyramidal tract, or portions of the anterior eoriina , on the other it 
ill.IV' occur thron^hoiit tin* whoh* thiekin.-ss of tin* ,*ord, involviiifi whit,, 
•iiid fiiav matter iiidiserimiiiately, either in one conliiinons \ I't eiieiini 
serilicl area, or in .sep,irate siii.dl aieas throilfiliont tin; length of tin" ronl. 
Ihe di.seascs which result fiom the forinei londition wi'i,. l•all<'l| hv 
(termaii writers System-Ki.iiikheiten, th.it is, di.seascs of svsii.|n.s, the 
systems lieine those |kii^s of the spin.il ,;ori| wlin-h me distiiifinished Irom 
one another, either liy their jiei iod ot emliiyonal devi'lopineiit or bv tlii'ir 
function in the traiisifiission of nerve impulses. In this work the.s,. 
disease.s are de.sciibeil under their lespectivc titles by ,ilher wiiteis. 

Iv.e jireseiit artich; will b,* almost c(>ntiin.d to tinise ffirins of mv'elitis 
in which the .systems or tiactsare not specially icpreseiited, in which the 
lesions are not systematic, and which, in contiadistinction to limited, 
may be called —by which •pialificatioii.s must chiarly be niideistooil 
the kind of tis.sne involved, whether special tracts on the one h.iiyl 
or all the ti.s.siies of the cord on the other, and not ihefireater or le.ss 
extent of tl*c cord iiiv.ided as measnreil bv iiwhe.s. 

By gome writers these two varieties are spoken of as |)arenchyni.it<;ns 
and iiitci'stitial, the ‘‘.systematic ’ le.sions beiiif' ref;ai,led as ari.siiifi 
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jwimari^ fR the ilSy-vc tissues themselves, the “llltfyse ” or '* non-system- 
stfirtiiif' fromchauges in the vessels ami connective tifsnes.^ 
l^ny of the forujer lesions, such as those of locomotor ataxy and Fricrl- 
reich’s ataxia, are also included under the term “sdvijsis” ; but this is a 
^)athoff)gicaI c«)ndition which is also rej^-esentqfl iir a diffuse myelitis, i.t 
any rate in its latcii* or chronic stages. 

Confining ourselves now to the form o^ myelitis, and leaving aside 
the systematic diseases, we have to recognise that myelitis may he e ite 
or chronic; and it will be convenient to deal with tlnjse two groups 
sepjirately; even though we allow that many cases of so-called chronic 
myelitis began as acute attacks, of which they are oidy the uiitured 
remains. In other cases, however, the disease Ixsgins slowly, and ad¬ 
vances without any jdiase that can bo called acute. • 

Other bases of cla.ssification may be adopted ; f<ir instance, the etio¬ 
logical : thus we may iec<»gniso forms of ntyelitis due to injury; to 
compression ; to syphilis, and to <tther toxic or infectious causes. Hut 
ill the ne.rvoiis system the localisation of functions eiimpels us to 
look to site as a basis for iliagnosis; and consequently, even in the, 
diffuse myelitis, both in its acute ami chronic varieties, we may, Ity appi-o- 
priate symptoms, ilistinguisli the, forms in which this or that jiart of the 
cord or the, whole of the cord is coiieerned. Thus the lesion may be 
(i.) iriifi'sprtml or ihssciiitiiiili'il, or (ii.) lontliml in a small segment of the 
cord, and hence often calhal liiiiit-irnu'. In the latter case the syinjitoms 
will be somewhat difi'erent, according as the lesion is the eeriical, the 
mid-<lor.sal, or the lumbar n'gioii of the cord. 'I’he.se are the more com¬ 
mon cases ; but occasionally cases are observed in which the sym|)toms, or 
post-mortem evidence, siftiw that the. lesion is seated in (iii.) the central 
jiarts of the coni over ;i considerable vei-tical extent -a criifrnl myelifis , 
or in (iv.) the cortii-al or jieripheral parts—a />n iiihfiol nv itinniUir myelitis . 
and (v.) lastly, |»erha|)s most rarely, it may be limited, <»r almost limited, 
to one-half of the cord—a iniilnlciol myelitis. 

.Vi'l'TK AIvki.itis 

Etlologry. —'Pile causes of myelitis are not materially different from 
thosi* of intlammation of the other oi'gans of the body ; and the disease 
is attributable, in dill'erent cases, to cold, to injury of various kinds, 
to the spread of eontigiioiis intlainmations ; to the iiilliience of infeetion.s 
iliseases, and to toxic ci>mlitions either associated with them, or arising 
in other, perha|)s unknown ways. 

('i»/(/.- —Pathologists are inclined to revolt against the notion of cold 
alone as a cause of local intlammation; though it has long held its place in 
tl .> etiology of jmeumoiiia, iileurisy. iicphriti-s, and rhcuinati'in. Neverthe¬ 
less it is not infrcipient in the history of paiaplcgi.i and myelitis to find 
that, shortly before the ons»; of symptoms, the patient had b,-en exjiosed 
on a cold tlay ; a navvy has been standing and digging in wet earth, or 
even in water : a cabman has been exposed for hours on the box. Often, 
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iiideod, the ^olil lia.') applied to th<‘ leji^ lather tliaii lo'the opine . 

.and, tlion^li the ai^oi-V'iiithni of tlie cold iejjo and tin* siiliM'<|iient |Kiralvsis,< 
is oWripns to the patient, to the {latholo^iot a link io still xtanlinp^to eoii 
n'cct the depressed tenipi'ratnre of the lej^s with the it,'^lamination whieh 
he knows is located in the spinal eonl. Frinhero (4) in-odueed ilis 
sciiiiiiated myelitis by freipient afiplicationsof an ether sjiray to the shaven^ 
spine of rabbits; Ifttt these conditions are (liHeienl troni the mole common 
circtiiiistances under which «iyelitis occiiis in man, and the e\pi‘rimt'nts 
do not* help us much to understand the di-tails of the process moreoter. 
they were not continued by Koth (I). The modern belief in an alniosi 
uiM\'irs:d bactcriolof'ical pathology would le.id us to suppose lli.it the 
cold acts by depressing the vitality of tin* spinal cord, .ind tlius rendi'iinu 
it prAne to siiccunib to bacteria or toMiis. 

Ilo.si^'i'thal and 'rliiroh>i\ (-.’$) repoi t a case which they leitanl as de 
monstratin^ this connection. ..V man, atted ~>'J, a polisher of pari|net 
Htiorin^, ha<l .siitl'ered .some tatioiie in Ins h'^s tiom Ins occiipalion, :ind 
was evposi'd to chill by ridino on an omnibus while si ill perspiiiii}; tiom 
his work. Within a few lioiiis he had tmoling m the toes, .nid the ne\t 
morniiiit he found his h'^s weak, and could noi mietniate propelly. Hv 
mid-day he had completi* paralysis of the limbs. Me died lour weeks 
later; and at th<“ necropsy tin* eoid was found soft and dillhient over an 
exti'iit of f-o cm. Ill tlie mid dorsal legion. .Ml the eiillnies for this 
focus oa\ e a streptococi ns identie.d with S. pyogenes, and when inoeii 
lated into a labbit's e.ir it jirodneed ;i char.ieteiistie eivsipelas. n- 

markable feature of the cast* is the rajiiil m.niifestalion of the .syniploms 
after the opei.ition of thi' .secoiidaiy fai tor eold. 

/1//H/1/.—'I'liis may occur in sever.d wavs, .sometimes the patlenl. h.is 
fallen on his feet from some hei}{ht, and e\poseil hi- spine to shot k or 

concu.ssion ; .sometimes theie has been a diieet injiiiy liy a blow .. the 

spinal column in other cases, aeain, theie has been :i strain or w ieneh ot 
th(‘spine. Tliesi-are all aeiile chanp's, and it can be well niidi'rstooil how 
the spinal cord may sutrer either by meehannal injniy to its own tissni'-. 
or by rupture or injury ot its blood-vessels. It is not eas\ to .see how 
a local injury shouhl caii.se a widesjiiead m_v<‘litis, as sonietinies si-i-ms to 
liajipen. II mon* rejn.trk.-dile is the faet that myelitis is raie out oi all 

])ro[>ortion to the number of instances in which accidents, ap|iarentlv com 
[letmit to priHliice siwli a lesion, oe< iir ; the additional factor deteimin 
iii^ the myelitis is not readily manifest. 

Injury by compression is a frei(uent c.iU'C of lood mvelilis 'J'hi' 
most familiar case is that of caries of the vertebra', le.-nlino to thi- |)ro 
dtietion of inflammatory niaterial.s, calioiis 01 siipjiiirativc, bv wliK-h the 
.s|iinal cot'll is C'omprcsscil (.sec vol. vi p. H.'il). New lirowths and 
aneurysms arc also possible, Init rarer causes of a similar lesion. In 
cither case the comjiresseil cord becomes the seat of inflarnmatorv' < hait^cs 
W'ithiii a limited distance above and below the seat of iire.ssiire. In eon 
nection with injury may be mentioned divei^ paraly.«is, or eai.sson ilisea.se, 
in which ha-al injury anil mvelitis may be eau.sed when the diver is 
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submitted to sudden and considerable changes atmospheric pressure 

art. “ Caisson Disease,” p. 38). 

Adjacent injlamvuUion .—The spread of adjacent inflammations'*as a 
cause of myolitisais illustrated by its occurrence from the penetration 6f 
J>edsoi^s into the spinal canal; but thg meninges •are necessarily firs^t 
of all involved; indeed a meningitis is at all* times a possible source 
of irritation of the nerve tissue which lies within the membranes. The 
myelitis in such a case is often confined to the surface of the coid, at|d 
does not extend throughout its substance; it is then called periphaat, as 
opposed to a central myelitis, which occupies the axis of the stnicture. 
Another way in which the cord is secondarily inflamed is by the extension 
of a neuritis along the nerve-trunks and nerve-roots, a process which appears 
to arise in some cases. This is the explanation now,gqperally a^ptnd of 
the cases formerly described as reflex paraplegia, in which^ the symptoms 
of myelitis of the lower part of the spinal cord have arisen, as a sequel to 
diseases usually of the goiiito-urinary organs (eystitis, nephritis, prostatic 
disease), but also of the intestine, as in dysentery (vol. vi. p. 634). 

Sefitic or toxic causes .—Of cases presumably due to toxic or septic 
agencies acting through the blood two groups may bo made. In one 
the myelitis occurs as a sequel of a definito and well-recognised infectious 
disease; and the following are some of the diseases which are said to 
have had such a result:—small-pox, enteric fever, measles, diphtheria, 
influenza, ptiorperal fever, blonnorrhagia. It is very properly remarked 
by Blocq that the records on which the above specification of diseases 
is based are not entirely trustworthy—in so far, at least, iis they refer 
to cases noted before the general recognition of peripheral neuritis as 
a cause of pronounced ptigpplcgia. The above diseases are equally apt to 
bo followixl by neuritis, and the relative frequency of myelitis agd 
neuritis ns sequels has yet to be estimated. With this group of diseases 
may l>o placed syphilis, to the paraplegic sequels of whi^h attention has 
of late boon much directotl. 

Mr. Hutchinson called attention to the frequent occurrence in the 
earlier periods of syphilitic infection—that is, up to two years from the 
date of infection—of different kinds of nervous disease, and especially of 
a form of acute paraplegia, which presented all or many of the character¬ 
istics of a myelitis. His observations arc confirmed by many neurologists 
at homo and abroad. He noted that, though most of these patients im¬ 
proved, almost none got ])erfoctly well, and a few died. In some of the 
fatal coses a definite myelitis was found; but it is clear that the proof of 
the syphilitic nature in these cases rests only upon the antecedent occur¬ 
rence of syphilitic infection, and is confirmed neither by any specific 
anatomical appearances nor very definitely by the results of treatment. 

For the present, then, it is sufficient to say that it is allowed that 
wiAin from six to twenty-four months after the primary affection, a con¬ 
dition of paraplegia may arim which is due probably to a tru^ myelitis, 
and certainly not to the more cireumscribed and usually much later 
lesion, the syphilitic gumma. 
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To the ^cond grop» belongs a number of ciiaes in whi^, without 
/tny special anteced^ {unless, [icrhaps, such doubtful disturbances as^, 
cold^i^d stridn may sometimes bo), the wide dissemination of the lesioli 
suggests a septic or toxic, widespread, bloo<l-borne urig)|i. might be 
expected, the subject of “ infectious myelitis ” h:is created a good dod of 
interest in recent years > and tile (lossibility of its occurrence has been* 
shown by various fcscarches nut only clinical and iiathological, but also 
bacteriological and experinv^mtol. 11. Claude (9) injected into guinea* 
pi^ the filtered bouillon of strcpto-staphyloeocei: many of the aniiiitils 
were unaifected ; but two of them showed piiralytic symptoms after a fort¬ 
night, and died within two or three days. The spinal cords wei'c in¬ 
jected, and presented minute hiemorrliagic foci ; the small vessels were 
dilatbd, and their sheaths were filled with leucocytes. Clauile also 
caused sCSulmcute'i>afaplegia in a dog by the injection of small doses of 
tetanic to.vin ofer a period of twenty-four days. The <log was hilleil alxnit 
six weeks later, when the spinal cord was found to present numerous 
centres of disseminated myelitis, especially in the cervical and liimlNir 
enlargements. Babes and A'^assjUi record' Ciises of paraplegia in man 
which they regard as showing the infective origin of a myelitis. In 
one case the micro-organism of malignant oKlenui was found in other 
organs ; in another, a short streptococccts wiis obuined from the vessels, 
and some vessels of the anterior corniiit were filled with stieptococcus 
thrombi. These authoi-s, :is well as others, reganl the existence «>f early 
changes in the small blood-vessels (thickening of their walls, distension of 
the sheaths with round cells) as evidence that the source of the disciise 
was in the vessels, and must therefore be a to.xin or other \ii'us coiiveyttd 
thereby, liosenthal and Thiroloix (24), in a case of vegeUitivc stn*ptoc«s‘cal 
endocarditis, in which an acute fsii-aplcgia api)cjlred in the last three days, 
found that the spinal cord was extensively softened in the dorsal region ; 
and a culture of streptococcus was obtained from the lesion, 'riicir other 
Ciise of streptocSccal myelitis luis alrcjwly been mentioned (23). 

Drs. Buzzard and Risien Rcissell rcml l>cfore the Clinical Society 
a aise of acute tisccnding meniiigo-myelitis which was fabil in thirteen 
days. The cord was engorged and softenecl, and ha<l numerous extrava¬ 
sations of blood. A ^iplococcus was found in the meningeal exudation, 
and in the substance of the cord; and from the former situation pure 
cultures were obtain^]. Dr. Bussell also stated that he had since ex¬ 
amined a case of acute myelitis, u’ithout meningitis, in which the same 
organism was obtained. 

As previously stated, the occurrence of numerous small foci of disease 
throughout the cord, a so-called disseminaterl myelitis, has been rcganlcd 
as proof of a septic origin; and this seems all the more prolxtblc when 
the myelitis occurs with inflammation of some other and simultaneously 
remote part of the nervous system such as the optic nerve. Seittral 
cases of the association of myelitis and optic neuritis^ have now Ixson 
recorded ; and they seem explicable onlj' oiFliome such view as this. But 
after all it would be very remarkable if the spinal corrl were not in some 
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degree, atteast, subject to the same septic procewgB as other/trgans; and 
«^the eases itbove recorded are probably the forehwmers of many others 
prOYing the relations of myelitis to sepsis. 

Pathologleal ^anatomy. — Anatomically myelitis results ,iu changes 
wfiich are analogous to those occurring in other orgseis the subject of in- 
^fttunation; namely, increased vasculaAty, extravasation of corpuscles 
fnm the blood-vessels, certain changes in the spdbialised structures 
tending to destruction, and, later, the replacement of those structures 
by an increase of the connective tissues. 

When removed from the spinal canal, the cord, from the greater tension 
of its containing membrane, may seem to be hard; but on sectien • it 
is often found to be extremely soft, the substance of the cord becoming 
everted over the marginal pia mater, or almost flowing out like c^m. 
On the other hand, it may sometimes show no matenal alteratiSA in con¬ 
sistency either before or after section. In colour it is soi&etimes redder 
than normal, especially in the central gray nmtter; often there is no 
increase of vasciilarity, but it is difficult to recognise the outline of the 
gray matter; its margin is blurred and indistinct, or some areas of the 
white matter present a gray tint. However, the colour of the cord is 
likely to vary with the stage in which death has occurred; it is likely to 
be r^der in early stages, more yellow later, and more gray after this. 
Sometimes nothing definite can be said about the cord until a micro¬ 
scopic examination has boon made. And it may here bo noted that 
the more softened the cord, the more difficult it is to get satisfactory 
results from the usual hardening processes; it is therefore generally 
desirable to examine some portion of the cord under the microscope in 
the fresh condition, when some of the changes at least may be olwerved 
sufficiently well. , 

The folloiiving are the histological changes seen in acute myelitis:— 
The vessels are dilated and distended with blood, and their lymphatic 
sheaths are filled with red blood corpuscles or leucocytes, or granular 
material, or large colls which may be proliferatuig endothelial cells. 
Sometimes minute haemorrhages take place from the congested vessels. 
The nare elements first become swollen, and afterwards degenerate or 
break up. The nen-e, cells may become enormously^ enlarged, according to 
Charcot, up to a diameter of nVf’k ii>ch ("825 mm.); the protoplasm 
becomes granular and the nuclei disappear, or vacuolation occurs, or 
colloid denneration. The prolongations are thickened or disappear; 
and the cells become rounded and deformed, and ultimately themselves 
atrophy completely. The nerve-fibres rindergo changes both in the axis- 
cylinders and the myelin. The axis-cylinders are subject to a curious 
process of enlargement (so-called hypertrophy), in the form of elongated 
fusiform swellings, by which the diameter of the axis-cylinder is increased 
to four or five times the normal. These swollen fibres occur in scattered 
groups, especially in ^e white matter. The myelin of the filn^ soon 
becomes disintegrated, breaU' up -into short segments, and appears as 
minute drops or globules among the debru of the nerve tissue. 
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The conr^ive tism^ ^ the cord shares in the inflammation by a pro¬ 
liferation of its eleoenls. It is infiltrated with nuclei and red blocyV 
corpTiKles; ’its cells are enlarged, and especially the cells known as 
Deiters cells become very distinct and numerous. A cmpamtivoly early 
product of inflammation of the spinal cord, as of that of the bnuiv, is th^ 
granule-corpuscle of Oluge, a lar^e globular body containing closely-packed, 
opaque, fat globuleis, and arising probably from the proliferating neuroglia 
cells and droplets of disintegrated mj'elin. These changes occur quite 
eJhy f for instance, hypertrophied axis-cylinders and abundant Gluge’s 
corpuscles were present in a case fatal on the eleventh day from the first 
symptom. In cases of longer standing the changes which take place are 
in the direction of increased connective tissJio and disappearance of 
the Efftecial nervou^ elements. Granidar corpuscles are still seen months 
afterwaftfs. The neuroglia gradually ossunios the appearance of a dense 
but finely-fibretl felt-work, with scattered nuclei. 

A true al)sces8 of the spinal coni is a rare event, and Is prolmbly 
always associated with a purulent meningitis. 

I must not omit to say that for some writers, for Dr. Bustian, for example 
(2), a true acute myelitis is of the rarest occurrence ; and that the majority 
of the changes described under this hciul arc o)ily conditions of softening 
dependent upon loss of initiation from obstruction of vessels. It appears 
to me that the more recent researches into different forms of infectious 
myelitis are strongly op[X)8ed to such an interpretation of the facts. 

As alieady stated, the positions which the lesions of myelitis occupy 
in the spinal cord are variable, and give rise to clinical groups of symptoms 
which may be distinctive. In the first place, the changes may be limited 
to one or more segments of the cord correspoinjing to one, two, or three 
vejrtebrae, and affecting the cord more or leas completely to that extent. 
This is called a localised or transverse myelitis. It may lie determined by 
disease in the adjacent vertebnn, as in compression myelitis, from caries of 
the spine, or by an abscess lying near the spine, or other local iliseasc (vol. vi. 
p. 854); or, on the other hand, it may arise from causes not manifest 
either in the history or after death. In a second group of cases the cord is 
affected cither throughout, from end to end, or over a greater or less vertical 
extent; but in any casqgreater than would conform to the word transverse. 
Such a lesion might fairly be callctl diffuse, in distinction to localised, but 
that we have employed the word in another sense. As a matter of fact, 
even if the cord is to the touch or to the naked eye softened throughout, 
it will generally be found on hardening and staining that there is still a 
quantity of healthy cord tissue, and that the lesions are numerous, small, 
and scattered or disseminated. So that the term disseminate may lie 
used to distinguish this group. These two varieties form the majority of 
the cases. The transverse or localised forms may, of course, be divided 
farther, according as the lesion is in the cervical, dorsal, or lumbar region ; 
and the len completely disseminated cases may occijpy ip some instance 
chiefly the upper, in others chiefly the 'ibwer part of the cord. A 
central myelitis is spolmn of by many authors: its meaning seems plain. 
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bat the tenn is used with somewhat various signi&pftions. Ii) other cases 
surface of the cord is inflamed, so that on ^Men a narrow ring at. 
tTO periphery of the section is seen to be affected. This may arisp % a 
consequence or ass a part of spinal meningitis, and is called^as I have 

aiff^vlar or peripheral myelitis. 

^'Secondary degeneraiion. —A constant re^lt of the persistence of myelitis 
sdien limited to any small extent of the spinal coi^ if the occurrence of 
secondary degenerations. These consist of aasubacute or chronic chaime 
in the originally healthy white columns above and below the lesion*; ^d 
the columns habitually and chiefly affected are the posterior median 
columns above, and the posterior part of the lateral columns, correspond¬ 
ing to the pyramidal tracts, below. Thus the fibres in which impulses 
are habitually transmitted from the seat of the lesion tp either extrdtnity 
of the cord are affected, and not those in which impulses are trSflsmitted 
towards it; or, more correctly, those fibres degenerate which are cut off 
from their trophic centres, or of which the trophic centres are destroyed 
by the inflammatory lesion. The degeneration of the pyramidal tracts 
below the lesion is of the same nature, and has the same explanation, as 
that which occurs in the pyramidal tract of one side as the result of a 
cerebral lesion involving the internal capsule, and producing hemiplegia. 
The degeneration of Gbill’s columns is open to a similar explanation. In 
the one case the trophic centre is above, and degeneration takes place 
downwards; in the other cose the trophic centre is below, and the fibres 
degenerate upwards. 

The degenerative process results in a sclerosis or hardening of the 
tract involved, and is in part atrophic, in part inflammatory. The axis- 
cylinder of the nerve-fibrgs is first affected by degenemtion, the myelinc 
is next involved, and finally the neuroglia undergoes inflammatory changqp ; 
thus thickening and sclerosis result, and the new tissue replaces more or 
less the atrophied nerve element. 

Desfending degenei-atim. —In localised diseases of the spinal cord, such 
08 a transverse myelitis, the tmets affected by descending sclerosis (below 
the lesion) are (i.) the direct pyramidal tracts on'the inner side of the 
anterior column, adjacent to the anterior fissure; (ii.) the crossed 
pyramidal tract, situate in the posterior part /)f the antero - lateral 
column; and (iii.), sometimes, the small comma tract of Schultze in the 
middle of the postero-external tract or column of Bardach. 

Ascending degeneraiion. —In similar diseases of the spinal cord, the 
tracts affected by ascending sclerosis (above the lesion) are (i.) the posterior 
columns, especially the posterior median column, or column of Goll; 
(ii.) the cerebellar tract, and, occasionally, (iii.) the antero-lateral ascending 
tract, or tract of Gk>wers. For a short distance above the lesion there is 
dejreneration of all the ascending fibres—above this the postero-external 
column of Burdach is involved to a small extent; but from this point 
the postero-me^ian ^lumns or columns of Goll are affecte^ and the 
sderosis can be traced up teethe bulb; the higher the situanon of the 
lesion, the more complete is the degeneration of thpse columns. 
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Symptons. —The a^ptoms may be divided into the purely local 
.and the mor^ generdl* The local symptoms, those, that is, that deperv^ 
on disturbance of the functions of the spinal cord, are the most 
important. * 

^ Now the cord h& to be con^dcred as in part a series of nerve-scntres, 
and in part a medium of *transmis8ion of impulses to and from the brain; 
hence the functions affected may be those to which it contributes by its 
conducting powers, or those which have their scat in its own structures. 
In so far as it is a conductor of impulses, its lesion will result in loss or 
impairment of voluntary movements in the parts below the Jesioii, in 
loss br modification of the various kinds of sensation, and in loss or modi¬ 
fication of control of the bladder and rectum. On the other hand, the 
lesioK of ^he nerve-centres or nerve-roots in the coni will result in some 
or all of the Allowing changes in the parts immediately coniiectotl with 
these centres or roots;—loss or impairment of movement; pain or loss 
or modification of sensation; loss or modification of trophic influence in 
the muscles, skin, or bones; loss or weakening of reflexes, cutaneous and 
deep. 

As the conduction of the cord is chiefly in a longitudinal direction 
from above downwards, this function will Iks affected by any transverse 
lesion at an isolated spot; such as a crush, transverse division by a wound, 
localised pressure by tumour or inflammatory pitxlucts, or a loud inflam¬ 
mation or haemorrhage. Whether the functions of the cortl as a central 
organ are much or little affectetl by such lesions will depend u^ioii the 
vertical extent of the lesion; and in any uiso they will l>e less obvious 
when the lesion is in the dorsal region, of which the centres control mainly 
the spinal, intercostal, and abdominal muscles* than when it is in the 
cervical or lumbar enlargement; in this latter case the more^ specialiseil 
muscles of the upper or of the lower limbs, and the operations of the 
bladder and thc*rectum may be involved. 

But an important observation has to lie matle with reprd to those 
nerve-centres of the cord which are situated below the lesion whenever 
the lesion is far enough almve the lower end of the coni to spare some 
if not all of the lumbar enlargement; or even dorsal centres above 
these. If they are spared, the functions of nutrition of the limbs 
or corresponding parts of the body will remain intact, and the normal 
electrical reactions wfll be preserved. The limbs, though useless, and 
more or leas completely insensitive, will be well nourished, and will con¬ 
tract to galvanic and faradic stimuli. Reflex action, however, another 
function of those untouched centres, is not only preserved, but, as a rule, 
exaggerated. This exaggeration is obvious in an increase of the knee-jerk, 
in the occurrence of ankle clonus, and in the behaviour of the bladder 
in certain cases, when the accumulation even of a small amount^of 
urine in the bladder is sufficient to set up reflex contraction of this organ, 
without tlv volition or even the consciousn^ of tha patient. 

As a late result of myelitis, and nearly always in association with 
these conditions of iiiereased kneo^jerk and ankle clonus, the muscles are 



12 


SYSTEM OF MEDICINE 


often the imbject of a peculiar kind of rigidity persistent involuntary 
%;pntraction! This contraction was regarded by Cnareot as arising from an. 
irritation set up in the motor cells of the anterior cornua by fhe spcehd of 
inflammation from the secondarily degenerated pyramidal tracts. Others, 

TgnrA probability, as it seems to me, regard it as reflex phenomenon 
pi^Wbly due, with the ankle clonus and the 4ieightened phase of the 
ktiee-jerk, to the loss of cerebral control or inhibition, ^f which the lower 
centres are deprived by the lesion cutting teausversely across the line of 
"conduction of impulses from the brain. 

These reflexes are discussed in a special article (vol. vi. p. 528), but I 
must at least point out that it is now admitted that under certain cincum- 
stances a transverse lesion of the cord, leaving the parts below, the lumbar 
enlargement, for example, absolutely intact, may b^ accom^ni^ by 
perfect flaccidity of the muscles, and an abolition, instea^ of the main¬ 
tenance and exaggeration, of the various reflexes. The necessary condi¬ 
tion appears to be that the lesion shall be a complete lesion, such as will 
totally intercept impulses whether of motion or sensation between the 
brain and the extremities, and will there cause complete paralysis and 
complete ansesthesia. The existence of such cases has been demon¬ 
strated, for spinal softening and compression, by Dr. Bastian (3), and 
for severe traumatic lesions by Mr. l^wlby and other surgeons; and, 
although the explanations given so far can scarcely be said to be satisfactory, 
of the fact itself there can bo no doubt. Hence we are in this position, 
that the persistence or increase of the knee-jerks of the lower extremities 
implies the integrity of certain lumbar centres; but that the loss of these 
reflexes may be brought about either by a destruction of these lumbar 
centres, or by a compleys transverse lesion above those centres, while 
they themselves are intact , 

In a disseminated or widespread lesion the functions of the cord 
will be more or less completely abolished from the uj^r limit of the 
lesion downwards. Thus, if the lesion extend sufflciontty into the cervi¬ 
cal enlargement, there is paralysis of all the muscles of the legs and 
trunk, and of the arras, anaesthesia up to the same level, paralysis of the 
sphincters of the bladder and rectum, complete flaccidity of muscles, loss 
of reflexes, loss of electrical reactions, and, if the case Inst sufflciently 
long, wasting of the muscles. 

Acute disskminated myklitih, —In the detailed description of the 
symptoms and clinical features of acute myelitis, it will be convenient to 
take, flrst of all, the condition of acute disseminated myelitia The 
short notes of a case will illustrate at least one group:— 

man, aged 32, slipped while getting out of a train, and received a slight 
shook, of which he took but little notice. He did not fall to the ground, 
hut he remained^ on his legs,, ^d his body was bent backwards., Suddenly, 
perhaps to keep his equilibrium, it then bent foraaids, and he felt a little pain in 
the loins. After the drop he shivered and felt pains«in his body. He con- 
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tinned his wdtk the two«i^lowing days. The next day was the tint on which 
a a^inal 8yn\j)tom noted. He attended a funeral, walking a distance %9 
ten miiea; here he got wet, and at the end of the journey was unable to hold 
his water. iThe next (the second) day he walked the same distance back, com- 
l^laining of weakness 5n the legs, and reaching home with difficulty. On the 
tollowiug (or third) day hediad to*have his urine drawn off, and he felt numl^ 
ness in his legs. TTie fourth day he got up with difficulty, and was laid up 
completely after this. On th^ seventh day he passed motions involuntarily in 
bftl, ahd on this and the following day he had teiiiperatuies of 102* and loa*. 
On the ninth day, now being in hospital, he was completely i>amly8c<l in the 
lowey extremities, and was able to move only the head and the hands, but 
the hands were weak—the right more than the left; the lower part of the 
ches% was immovable, and the breathing was diaphragmatic. Tlie voice was 
clear, bn^she had a%hort weak cough and could not cx|M!ctorate. The abdomen 
was tumid, tymimuitic, not resistant. He had completely lost sensation up to 
the level of the seventh rib pn both sides ; there was a sensation of pins and 
needles in the upper extremities, but none in the lower. There was no reilcx 
action in the legs (this was before the use of the knee-jerks as a test), and the 
muscles were not rigid. The electric«il reactions, Ijotii galvanic and faradiu 
currents, were normal. Kiiles were heard in the chest, and air entered tin: 
posterior bases badly. The temperature on this and the next twfi days con¬ 
tinued to be high, l)etwGcii lOl'.'i" and 104*. On the eleventh day lie had 
almost entirely lost power in the right hand, the thoracic muscles were com¬ 
pletely paralysed, the face was livid, and the mind occasionally wandered. At 
night he was delirious. The urine, ilrawn off by a catheter, was bloody and 
strongly ammoniacal. On the twelfth day the dyspnoea was extreme, he spoke 
with difficulty, but his mind was clear, and he could still move his left hand. 
He died at mid-day. 

The necropsy showed that there was extensive softening of the spinal coni 
fi%m a x3oint three inches alxive the lower extremity to a point nine inches 
higher up ; the softening being in disseminated small patches, irregular in size 
and shape. 

Thus the characteristic feature of this condition is a rapidly 
ascending paralysis, beginning either with numbness and tingling, 
or with weakness of the legs, or with some disturbance of the function 
of the bladder. The paralysis becomes complete, sensory functions 
are abolished, and both paralysis and anaesthesia extend so to involve the 
abdomen, and perhaps the lower part of the chest; the upper limit of 
the anmsthesia is at first over the abdomen, and reaches later to the 
lower sternum or nipple level The reflexes are abolished in the lower 
extremities; the bladder is paralysed ; and retention of urine occurs, so as 
to require the use of the catheter. The fieces arc discharged involun¬ 
tarily and unconsciously. As the mischief extends upwards the inter¬ 
costal muscles are more or less paralysed; the circulation in and movement 
of the bases of the lungs are impaired; mucus accumulates in the bron^ial 
tubes, cough and expectoration are increas^ly difficulty and in this way 
death may be rapidly brought about; as m the above case, which lasted 
only twelve days. In other cases the symptoms may be prolonged for 
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three or foifr or six weeks ; or still longer, if thd^ifespiratory•muscles are 

V‘«»cL ' . „ . 

Confining ourselves to the more acute cases, the temperature is 
usually high, ancf there may be some delirium at night,* especially 
Awards the end when respiration is fa^ng. Unless extreme care be 
tal^n in the use of catheters, cystitis will be lApidly jnduced, and may 
take an intense form, with extravasation of blood into the urine and into 
the mucous membrane of the bladder. Th9 early tendency to bqdso<-e 
is another way in which the loss of nutritive power is manifested in the 
tissues of the paralysed parts. In the early days of the illness the elec¬ 
trical reactions of the muscles may not be much altered; but probhbly 
after a week or ten days the faradic current will fail to elicit nopnal 
contractions, and later it will cause no contractions at all^^at 'the 
same time the galvanic current will give the modified resylts character¬ 
istic of the reaction of degeneration (A.C.C. = or>K.C.C.) Similarly the 
muscles, though completely flaccid, will preserve their bulk for some 
days, and in the rapidly fatal cases show but little difference from the 
normal. <■ 

In the event of the patient not being carried off by the rapid impli¬ 
cation of the respiratory functions, life may be maintained for several 
months, when the case passes from the acute condition to one of chronic 
persistence of damaged tissues, rather than of chronic myelitis. 

The symptoms remain practically imehanged, or vary a little from 
week to week. Some power in the movement of a toe or the slight con¬ 
traction of a muscle may bo regained; the patient may allow that ho has 
one day a little fooling in a part that was perfectly anaesthetic ; or there 
is a slight variation in tho»height to which the anaesthesia can be traced ; 
or the superficial reflexes may appear and disappear. But the musclrs 
become wauted and flaccid; the patient is quite helpless in the lower 
extremities; and the faradic and galvanic reactions are more or less com¬ 
pletely lost. So far the patient, though incapable, might seem to run 
no risk of his life; but danger lies in the tendency to cystitis and to bed¬ 
sores, both of which are avoided with difficulty, and either of them may 
be ^ cause of death—the cystitis by leading to consecutive (suppurative) 
nephritis and iirsemia, the bedsores by septic absorption. 

Becovery in these cases does, however, sometimes take place; the 
symptoms gradually subside, and the limbs recover power and sensation. 

While the above represents the essentials of a case of disseminated 
myditis some occasional features may be mentioned. In regard to 
sensory functions analgesia accompanies amesthesia; and at the begin¬ 
ning ^e subjective sensations may include, besides a sense of numb¬ 
ness, the sense of tingling, pricking, or formication. In some cases 
the^upper limit of the area of anassthesia is bounded by a band of 
skii^ varying from one to five or six inches in breadth, in which hyper- 
cesthesiais present; and at tk^upper limit of this the skin is.normally 
sensitive. This hypersesthetic band may pass transversely round the 
entire trunk, and almost perfectly horizontally, little if at all inclined in 
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the directiotfof the ccA^^e of the intercostal nerve. At the same time 
/'slight unduhitions in* the track of the upper and lower limits may lirf* 
’ obMrved. 

The bladder is ^ralysed, and the patient at first slfiflers from reten¬ 
tion of urine, so that the bladder may become distended up to the levci 
of the umbilicus;,and id one such case, in a woman, 56 ounces of urine 
were drawn off by the catheter. If the distended bladder bo loft unre- 
li^vec^the sphincter yields, find the excess of urine comes away, forming 
the so-called “overflow incontinence”; but in any patient coming under 
treatment the regular use of the catheter is necessarily adopted, and the 
consequences of excessive distension are avoided. But one result of the 
iiiabyity of the bladder to expel the urine by its own efforts is very 
diflicult^to avoid) namely, the supervention of cystitis, which may lie 
most intense.« No doubt it is duo to the entrance of micro-organ¬ 
isms, which may be convoyed in the catheters, introduced as they 
are usually at least twice daily, but conceivably in some cases they 
pass along the urethra without such assistance. The urine Imscoiiics 
ammoniacal, turbid, even bloody ; and deposits crystals of animonio- 
magnesian phosphates, leucocytes, pus-cells, bladder epithelium, and 
blood corpuscles. 

Bedsores, no doubt, arc determined by the pressure which is cxertc<l 
by the weight of the body upon the parts immediately in contact with 
the bed, and by the decomposition of discharges which soil the skin ; 
thus the more complete the {Mialysis and unH?sthcsia the more likely 
is the patient to have ))edsore8. The patient neither feels the discomfort 
of the prolonged pressure, nor, if he felt it, could he shift his position 
to relieve the sufl'ering part. The pi'essurodeprives the part of its 
blood, and hence its nutrition is affected and the part is apt to slough. 
If urinary or faecal soiling of the skin bo permitted a bedsore will soon 
appear; on theaother hand, scmpuloiis cleanliness and antisepsis of the 
skin, with frequent changes of the patient’s posture, will prevent this dis¬ 
tressing complication. 

Sir William Gowers records some cases of rapidly increasing ataxy, 
the dependence of which upon an organic spinal lesion seemed certain, 
while their onset was incompatible with any other than an inflammatory 
process. Hence he regards them os cases of acute myelitic atojcy. One 
case was that of a wflman, in whom, twelve months after the occurrence 
of secondary symptoms of syphilis, complete incoordination of the legs 
came on in thirty-six hours. The knee-jerk was normal on the right 
side, almost lost on the left; the left leg was thought to be weak at first, 
but its power^ was found to bo good in a day or two. With this was 
hypersBsthesia of the lower part of the trunk and legs, soon reduced to a 
bmd round the lower abdomen; later, there was a girdle pain in the |;tme 
situation. She could walk a little, though still highly ataxic, in four 
mcHiths; «nd ultimately recovered. In otlfj^ cases Gowers saw incoordina¬ 
tion of one arm, with complete muscular ansesthesia, arise in the course of 
a few hour^ mid only^ slowly subside. 
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Acutx ZiiBSBMiNATKD ENOKFHALOMYBLm8.-VA. form of tlisBeminated 
^ayelitw, combined with a similar lesion of the brmn, is described lyider 
tl^ name (7); numerous small foci of inflammation are found <in the 
cold, in the pon/, and in the cerebrum. It is call^ ocufe ckntrai ataxia 
hy Yoif Leyden. • r 

,.?The disease nearly always occurs during or‘soon »ftor an infectious 
disease or similar process; consequently a large proportion of the cases 
fire in children. The onset is sudden and su^ests the implication t^e 
whole central nervous system. There is often unconsciousness, either 
with paralysis or with restlessness and delusion; and after a time the un¬ 
consciousness clears up, and a stage is reached which is characterised by 
ataxia or choreic movements. In other cases the sudden cerebral symp¬ 
toms are absent, and ataxia is the first symptom. In this stage there 
are ataxic movements or intention-tremors of the legs, arms, and head ; 
disorders of speech, especially of the scanning variety, but sometimes 
dysarthric; and sometimes disturbances of intellect. The gait is variable; 
it may be ataxic, or spastic, or paretic, or tremulous. The arms are less 
commonly ataxic, but more often present intention-tremor; and the same 
occurs with the head. Nystagmus appears to be uncommon. There is 
great variety in the subsequent course : a few cases recover quickly and 
permanently j many end in recovery after months, or after one or two 
relapses; in other cases, some symptoms, especially speech disturbances, per¬ 
sist ; but death is rare. Aphasia or optic neuritis occasions lly occtirs in the 
earliest stage. The resemblance in many points to disseminated sclerosis 
is obvious, and it might be thought that if the disease persisted, the 
pathological conditions and clinical symptoms of multiple sclerosis would 
be ultimately assumed, tterman observers state, however, that this has 
never been observed. • 

The association of optic neuritis with myelitis has been observed on 
several occasions, and presents interesting features. Bibliographies up 
to date are given by Devic and Katz; and I have recently published 
a fatal case myself, though unfortunately without necropsy (26). In a 
large proportion of the cases (16 out of 21 collected by Katz) the ocular 
affection precedes the spinal lesion by a period varying from a few days 
to some weeks; in nearly all the remainder it occurs simultaneously. 
There is generally a rapidly advancing amaurosis in one or both eyes, and 
if in both sim^taneously, in one eye before thb other. Generally 
the optic disc shows swelling and hypertemia; but the changes in the 
optic nerve may be situated behind the eyeball, and the papilla may be 
unaffected until after some weeks it becomes atrophied. The myelitis is 
commonly situated in the dorso-lumbar region, and is manifested by 
ansssthesia and paralysis of the lower extremities, with extension for a 
variable distance up the trunk, and paralysis of the bladder and rectum. 
Indeed it differs in no respect from a rather widespread or disseminated 
myelitis. A good mftny case<> are reported to have ended in<recovery; 
so that the prognosis is better than the wide extent of the disease would 
lead one to anticipate. Its pathology may be still open to doubt, but 
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it seems lilSely that shj|ie common infection is the cause of the inflam¬ 
matory lesiqps in parts so remote from each other as the optic nerve ai<(/ 
the dorsal portion of the cord. The suggestion of an ascending meningitis 
has not been confirmed by necropsy. For the most pai^ disseminated foci 
ef acute myelitis have been foui^d irregularly distributed in difleretA pertv 
of the cord; the .vessels* over-filled with blood, the perivascular spaces 
crowded with round cells, leucocytes, granule-corpuscles, and debris. 

Local myelitis. —Transverse myelitis.—This is common in the 
dorsal region; and it will be convenient to describe this variety first, 
becabse it concerns a part of the cord with the least specialised func¬ 
tion^ and then to describe the myelitis seated in the cervical and lumbar 
regions. , 

If the myelitis be due to local disease in the iieighbourhoocl, such 
as caries or tumour of the spine, the symptoms indicative of the impli¬ 
cation of the cord may be preceded by those duo to the primary diseuso, 
of which pain is likely to be the most important. But oven in other 
cases local pain may sometimes be an early sign, occurring in the jwrt of 
the back which corresponds to the seat of the myelitis. Then more or 
less rapidly occur the conditions which are due to the disease of the cowl; 
namely, either numbness, tingling, or formication in the lower extremi¬ 
ties, or weakness of one or both legs, or inability to pass urine. Perhaps 
the sensory failure is the more common mode of onset. Thereupon, with 
varying degrees of rapidity, these three conditions become aggravated ; 
the paralysis and aneestheaia involve the legs, thighs, and more or less ol 
the abdomen, the upward extent being determined, of course, by the 
position of the lesion in the cord, or rather by the upper limit of the 
lesion. Supposing, for instance, the lesion involves but roaches no 
higher than the segment from which the seventh dorsal nerve comes off", all 
the muscles anjylied by the last six dorsal nerves, the lumbar and the 
sacral nerves wdll be paralysed; and antesthesia wdll bo found in the area 
of the body corresponding to the same nerve-roots. 

The loss of power is more or less complete according to the thorough¬ 
ness of the lesion, and the completeness with which the transmission of 
motor impulses is interfered with; but there is no other recognisable 
alteration in motor power as such : and neither tremors, nor spasms, nor 
convulsions occur, as a'result of myelitis, in the muscles supplied by nerves 
connected with inflamed segments. 

With a severe lesion sensation of touch, pain and temperature is com¬ 
pletely lost; but with less complete damage some form of sensation may 
remain ; analgesia, for instance, may bo marked when antesthesia is incom¬ 
plete, and the sense of temperature may be imperfect. Subjective sensa¬ 
tions of numbness and tingling are less complained of after the first oivet 
of the disease; but a sensation of pain at the upper limit of the anmsthesia, 
encircling Ae body, is trften present, and is cqipmonly-known as girdle-pdm 
The >«nfl of hypenesthesia described in the cases of disseminated myelitis 
may also be present imthrae more circumscribed cases. 

VOL. vri ^ 
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The reSexes, both cutaneous and deep, are, a(A rule, nott>nly present, 
\wit increased in the parts of the body Iwlow the 'fesion. SM the .^eep 
refle:ce8 there are two forms. One is the knee-jerk, which is seen to be 
exaggerated whetf tested in the usual way by a blow below the patella; 
it ill aho easily elicited by striking abov# the ratella: the other is tbe 
aqkle clonus, which, absent in health, is easily wought; out in these cases 
by sharp flexion of the ankle-joint. In some cases the excitability of the 
lumbar spinal centres is such that the attehfpt to get the knee-je^ IQ-o- 
duces a more or loss continuous clonus at the knee-joint, of the same kind 
as ankle clonus, but persisting, without such further handling of the part 
as is required in ankle clonus. 

The exception to the rule that the reflexes are increased in thqj case 
of a limited transverse lesion above the centres from the legs ip^the case 
in which the lesion is absolutely complete throughout the whole thickness 
of the cord, as already mentioned (p. 12). In such a case the reflexes are 
absent j the muscles are quite flaccid, and the antesthesia is complete. 

The nutrition of the muscles of the part paralysed—that is, the lower 
limbs—is not materially affected; they lose a little of this from the 
fact that they arc not used so much as in health ; but they do not show 
the pronounced atrophy which results from lesions of the anterior cornua 
or nerve-trunks. The muscles are, indeed, in direct connection with 
undamaged spinal centres; and whether the nutrition be dependent on 
“trophic” centres, or simply, as Dr. Poore thinks, on repeated stimuli 
emanating from the spinal nuclei, the condition is unaflbcted by a lesion 
situated above the anterior cornual cells with which the muscles concerned 
are associated; in other words, the lower motor neurons are intact. Simi¬ 
larly, the electrical reacticms are normal; the muscles react to faradism and 
to galvanism, and the galvanic reactions present the normal relation of 
kathodal to anodal closure, that is, K.C.C. >A.C.C. Another pheno¬ 
menon, which is closely related to the increase of the riiflexes, may also 
present itself in the later stages of the acute cases, and constantly in 
those cases which, beginning acutely, remain uncurb, and hence pass 
into the group of chronic myelitis; this is rigidity or spaMic conlractum of 
the muscles. Like the clonus or exaggerated knee-jerk, it is always asso¬ 
ciated with an undamaged reflex apparatus, and with the separation of 
the spinal centres from the central motor area by some lesion or other, that 
is, a lesion affecting the upx)or motor neuron. In the absence of cerebral 
control it seems likely that constant stimuli from the cutaneous or 
other afferent nerves are able to keep up a constant alight motor 
contraction. However, the rigidity of the muscles under these circum¬ 
stances is a very variable condition. In slight cases it may easily 
be overlooked. The limbs may lie flaccid in bed, and if the paralysis is 
imperfect the patient may be able to move the limbs slightly ; but if the 
limb be handled by the observer, and flexed or extended at the knee or 
hip, it will sooK be *■ noticoda that the passive movements aW first easy 
become more difficult, and the leg gets so stiff that it can no longer 
perhaps be bent or straightened at sdl. If the legs are then left untouched 
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the muscles Quickly In other cases the legs are constantly stiff, 

without any.external^nterference; or if not actually rigid on being firtf 
obserml, they become so directJy they arc touche^ or directly the 
patient makes an at^mpt to move them. The legs may be rigidly ex¬ 
tended, the muscles m firm contraction and closely adducted, so that the 
attempt to pull onp leg So its outer side brings the other leg along with 
it. In other cases this condition of rigidity is associated with involun- 
t^y (eflex contractions of*the flexor muscles; and in such cases the 
patients often find when they wake up that the legs are flexed with the 
knees on the abdomen, and the heels near the buttocks. Sometimes the 
Hexi&n relaxes, but the patients often have to assist the process of exten¬ 
sion-by the use of their hands. 

ThejCiinctions t>f the bladder and rectum arc afl'ected for the most 
part in a similar way. The centres for these organs are seate<l in the 
lowest part of the lumbar enlargement An acute lesion, such as myelitis 
often is, though situate in the dorsal region, coninionly causes at first 
paralysis of the detrusor urinse, and consequently retention of urine. 
After a time the reflex becomes again established, and the bladder in¬ 
voluntarily contracts as soon as the urine accumulates to a certain extent, 
and thereby stimulates the walls of the bladder (reflex incontinence). If 
the transverse spinal lesion bo complete, the desire to micturate will bo 
lost, and the act of micturition will be uiiperccivcd, because the aflerent 
fibres from the bladder are cut across; on the other hand, the intcriiii)- 
tion of otferent fibres prevents the process of mictiintion being cither 
hastened or retarded by any effort of the will. In less complete lesions 
either of these functions may bo imperfectly represented. 

In the case of the rectum, paralysis with resulting constipation 
frequently accompanies a lesion in the dorsal region. A “reflex incon¬ 
tinence ” of faeces may also occur, but is less common. 

The generalgcondition of a [wtieiit with a transverse myelitis varies 
with the stage of the disease. In the early ilays of an acute myelitis 
there niay be a slight degree of fever, with the usual accompaniments; 
but, if it be not rapidly fatol, the patient will soon arrive at a stage in which 
the symptoms above describerl, and directly referable to the iriterniption 
of communication thrdUgh the dorsal cord, are the only troubles. How¬ 
ever, in any case of acute myelitis we have to consider the pcwsibility of 
two complications arising, namely, cystitis and bedsore. The former has 
already been referred to under disseminated myelitis; it is much more 
likely to arise in the period of retention ; if this stage be safely passed 
and a condition of “ reflex incontinence ” be present, cystitis may be 
avoided and the bladder may remain healthy. 

The liability to bedsores in dorsal myelitis is variable; they are 
more likely to occur where the lesion is extensive, involving motion fnd 
sensation very completely, and where the nursing and care of the patient 
are inadeqiute. They are less prone to ocevf wher<f the 4eBion is smaller, 
where pai^ysis or anaesthesia is only partial, and where nursing is efficient. 

M^Uis of the lunibar region .—^The symptoms in this case are similar 
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to those of an acute disseminated myelitis, li^fted to that part of the 
'terd which supplies the lower extremities. Theoretically one may sup¬ 
pose that a lesion might be limited either to the uppermost part of the ' 
enlargement, in \fmch case certain muscles having connections only with 
«l^ee part would be spared; or to tlvs lower segment, in which case 
thi same muscles only would be affected with ^^ralysig. But practically 
(»te rarely meets with a case which illustrates this difference. This is 
firobably explained to a great extent b^ the very limited v;Brtifal 
extent of the portion of the lumbar swelling from which the muscles of 
the lower extremity receive their nervous supply; that is to say, the 
upper half of the swelling, measuring probably not more than two iriches. 

In this portion, it is true, the centres for the higher and proximal joarts 
are situated higher than those for the distal muscles; but s,,myelitis 
which is not limited (like anterior poliomyelitis) to the gny cornua, but 
affects gray matter and white indiscriminately, -will generally involve a 
very large number of the muscles of the lower extremity. 

Taking a case, then, in which no such distinction can be recognised, 
the symptoms are again paralysis and anaesthesia of the lower extremities, 
the anaesthesia reaching no higher than the pelvis, and the paralysis not 
involving the abdominal muscles. As the spinal centres of the muscles 
are here concerned, the muscles are flauicid from the first and the reflexes 
are lost throughout; the muscles soon waste; and the electrical reactions 
associated with muscular atrophy are obtained—that is, the reaction of 
degeneration, loss of faradic contractility, and cathodal closure contrac¬ 
tions in excess of anodal closure contractions (A.C.C. >K.G.C.) The 
centres for the bladder and rectum are contained in the lumbar portion 
of the cord, and accordingly wo And paralysis of the sphincters and 
incontinence of urine and fceces. o 

Myelitia of the cervical region, —^The vertical extent of this portion of 
the cord is greater than that of the lumbar swelling, and it is more easy, 
by symptoms peculiar to particular nerves or segments, to recognise dif¬ 
ferences in the localisation of lesions. A more or loss transverse lesion 
will, of course, cause paralysis of the legs and trunk as well as of the arms 
below the upper level of the lesion. The affection of the logs will be of 
precisely the same kind os occurs in dorsal myelitis; that is to say, 
paralysis, amusthesia, increased reflexes, with persistence of nutrition 
and electrical reactions, and in due time muscular’ rigidity. But in the 
arms the probability is that the lesion will be of suflicient vertical extent 
to involve some motor cornua completely, in which case the arms, in 
addition to paralysis and ansesthesia, will present some muscular atrophy, 
loss of reflexes, and loss of electrical reactions. 

In some cases the arms and legs may be equally involved, so far as 
pa^ysis is concerned ; in others the arms are much paralysed, and the 
legs but little. 

There are, however, symptoms peculiar to a cervical lesion^idue to the 
implication of special centres or nuclei. The most important of these is 
pai^ysis of the diaphragm, which is supplied by the phrenic nerve. 
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.. l«8ion be a#|igh as this the result is genemlly disastrous for 

though It ig true fMht patients may live in spite of paralj-sis of ’ th« 
diaph^^and even recover from it, especially in cases of poriphcml 
neuritis, the symptom in the case under consideration's geiicmlly^ded 
to, or associa^ wifh, paralysis or paresis of the intercostal musdes, the 
nervous supply of which Tirises from the cord lower dovm, and the upward 
commimications of which are contained in the pyramidal tracts i^sinc 
tj^ugh the disced ar^.* The result on the lungs is stagnating cira* 
lation at their Imses, oedema and accumulation of fluid in the smaller 
tubM, dyspnoea, and cough which is unequal to clearing the bronchial 
tubeh, because the respiratory muscles cannot draw in enough air, nor the 
abdominal muscles expel what there is, with sutticient force. This tliffi- 
culty sMn becomes worse when the lesion is seated at or almvo the 
centre for the.diaphragm, and brings the cjvso to a comparatively early 

ClOSOa 


It is well known that the superior cervical ganglion receives 
cerebro-spinal filaments from the dors»d nerves, and hence from the 
lowest part of the cervical cord, and from the first dorsal seg¬ 
ment. The sympathetic supplies fibres to the ciliary muscle, to the iris, 
and to some unstripcd muscular fibres in the orbit which keep the eyelids 
retracte<l. If this region of the cord (rilio-spinal fetitre) bo damaged the 
sympathetic may be paralysed; and this will result in contraction of the 
pupil and slight closure of the lids, or diminution of the palpebral fissure. 
Dilatation of vessels from paralysis of the vaso-motor system may occur ; 
and the followng symptoms have also been noticeddyspha^a; hic¬ 
cough ; variations in the pulse, which is sometimes slow, sometimes rapid 
and irregular; hyperpyrexia ; priapism. 

• Unilateral myelitis.—In many cases, both of disseminate and of 
transverse myelitis, the legs or limbs of the two sides are unequally 
affected j so that JJaralysis on one side is greater than it is on the other, 
and very small foci of myelitis may occur in such a way as to cause some 
isolated symptom such as paralysis of one or two muscles or some localised 
anesthesia; but the occurrence of a primary acute inflammatory lesion, 
occupying half the thickness of the cord, involving both gray and white 
matter, and yet strictly limited in extent by the middle line, must be 
exceedingly rare. As a transverse lesion it appears to be more likely than 
as a diffused vertical* lesion; and still more so in the form of two or 
more lesions above one another, together cutting all the vertical nerve- 
paths. These remarks do not apply to anterior poliomyelitis, which is 
often absolutely unilateral, but to the group of diffuse myelitis in which 
white and gray matter are involved together. 

The symptoms of a unilateral lesion of the spinal cord have been 
largely ascertained from experimental sections; from some cases of tjau- 
matism; and from cases of tumour pressing upon or growing in one wie 
of the corj. 

The peculiarities are dependent largely upon the fact, contested, it is 
true, but still based upon a good deal of evidence, that the sensory fibres 
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for the molt part decussate immediately after l^tiir entry into the cord, 
4 pd pau tip the opposite side of the middle line to tihe encepjialon. 

The following propositions are laid down by Erb and Brown-S6quard. 
Supposing the lelion to bo on the dorsal region, there are—<-(i.) In the 
ports supplied by nerves from the segm|nt concemM, (a) on the side qf 
tb# lesion, paralysis, diminished reflexes, atit^phy of muscle, loss of 
electrical reactions or reaction of degeneration, loss of muscular sense, 
Otinsthesia in the form of a transverse band,»and above the latter a ba^d 
of h 31 >nrffisthesia; (&) on the side opposite the lesion a band of anaesthesia, 
and above it a band of hyperaesthesia. (ii.) In the parts below the 
lesion of the cord there are—(c) on the side of the lesion, paralysis, 
retention or increase of reflexes, no muscular atrophy, no loss of electrical 
reactions, diminished muscular sense, no cutaneous ajiaesthesii^, bul, on 
the contrary, hyperaesthesia, and vaso-motor paralysis; (d) on the side 
opposite to the lesion there is anaesthesia continuous with the band at 
the level of the lesion, while the motor relations of the limb remain good, 
or are at most but little affected. 

Some differences will appear if the lesion be in the cervical or lumbar 
region; the upper limit of the anassthosia and the band of hyperaesthesia, 
if present, may thus show relations to the known distribution of sensory 
arras over the upper or lower limbs respectively. 

Central myelitis.—This is often described os a very serious form of 
acute myelitis, on account of the rapid manifestation of tho symptoms, 
the rapid atrophy of tho muscles, and the acute and extensive bedsores. 
But it is clear that tho name has been given by various authors to 
various things. For instance, Dujardin-Beaumetz, in his treatise on 
acute myelitis, refers thi% disease to throe principal types, of which tho 
third is acute myelitis of the anterior cornua, and may therefore be act 
aside Tho others are “ central or generalised myelitis ” and “ localised 
or focal myelitis.” He then proceeds to describe “acute,central general¬ 
ised myelitis,” attributing to it all tbe rapid onset, acute course, and de¬ 
struction above indicated. Hallopeau (17,18), writing, it is true, of chronic 
diflUse (or interstitial) myelitis, and of sclerosis, uses tho word “ peri-epen¬ 
dymal " (p«iri-6pondymaire) as synonymous with “ central.” Many of the 
cases he reports are unaccompanied by notes of autopsy ; and many that he 
collects as examples are cases either of syringomyelia or of central glioma. 
He recognises that tho importance of the lesion is proportionate to the extent 
of its invasion of the gray matter, and not of its proximity to the centre 
of the cord; and, indeed, at tho end of his earlier article, he suggests that 
so long as the lesions remain limited to the immediate neighbourhood of 
the central canal, they are unrevealed by symptoms. 

Lastly, the word “ central ” is sometimes used to mean the implicO' 
tio^ of the gray matter, presumably of the posterior and commissural 
gray matter, as well as of the anterior gray matter; now as the affection 
of the latter alope constitute anterior poliomyelitis, we put aside for 
separate consideration elsewhere (p. 186). 

It can be readily understood that an inflammation of considerable 
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vertical extant inroivna the gray matter will bring about the acute and 
disastrous conditior^wim which this disease is credited ; but it must W 
allowed that the term “ central ” is not a suitable one to apply to the gray 
matter in jts full transverse extent. General or diffuse poliomyelitis 
^yould better describe the condition. Further, as regards the syigptoma 
if an acute destruction of the gray matter take place, there can be little 
difference in the Vesults, whether the white matter bo involved at the 
same time or not; that is to say, it would bo impossible to distinguish 
tne variety before us from extensive disseminated niyelitia 

Blocq saj^ that the ssime dissociation of the sensory phenomena 
may* occur, as is seen in cases of syringomyelia, usually a chronic disease; 
and more than one author refers to a case by Vallin, in which an acute 
myefitis ^of the gray matter was accompanied by suppurative arthritis of 
the kn^e-joiiUs. But, as the patient obviously died of pywmia, with 
sloughing bedsores, purulent meningitis, and alisccsscs in the lungs, the 
dependence of the lesions in the knee upon the ])uliumyelitis seems 
more than doubtful. On the other hand, the arthropathies of locomotor 
ataxy and syringomyelia are well known, (iull has descriixsd recover¬ 
ing paraplegia associated with indications of synovitis; and hence a con- 
nection may bo considered established between these conditions. 

Peripheral or Cortical myelitis.—This is undoubtedly in the majority 
of coses a condition which accompanies meningitis and is secondary to it; 
and probably in acute cases the symptoms referable to the spinal lesion 
would not bo distinguishable from those which were duo to the meningitis. 
Whether they are mainly due to one or the other clement in the meningo- 
myelitis, the symptoms which may arise consist of pains in the spine and 
limbs, cutaneous and muscular hyperoisthesia., weakness or pronounced 
pgralysis of the limbs corresponding to the portion of the coni involved, 
contraction of muscles, and exaggerations of reflexes. The muscles are 
said not to atrophy, and the sphincters to be spared. 

Duration and terminations.—Recovery from pronounced myelitis 
is by no means common, and is likely to occur only in coses of very 
moderate severity. The great majority of cases are cither fatal in 
the course of weeks or months, or lapse into a condition of incurable 
paralysis, and are they called cases of “chronic myelitis”; a name which 
is then justified only by the probability that sclerotic changes in the 
acutely damaged part may be going on for a long time after the onset. 

A case of acute disseminated myelitis may 1^ fatal in from five or 
six days to the same number of weeks. Loss extensive and more localised 
myelitis may last from twelve months to two years; and in others, finally, 
life is spared although the lesion persists. 

The dangers of myelitis are the implication of the cervical region of 
the cord and the respiratory muscles, and the occurrence of cystitis and 
of bedsores. Hence any myelitis is dangerous in proportion to*the 
extent to^hich it involves the cervical cord on ttie oge hand and the 
lumbar cord on the other. An extensive dfmminated myelitis is quickly 
fatal, becanse it involves the cervical region, and causes paralysis of the 
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diaphragm,*;witfa consequent oedema of the lungsiasid broncha-pneumonia. 
^he intense cystitis and the bedsores, which may rj^pkKy form if the utmost. 
care be not used, are probably but slightly contributory in t^ese cQises. 

Similarly, anvng circumscribed cases the cervical and the lumbar 
^esi^^are most likely to be fatal. As far as the cefvical region is coiy- 
Wned, the condition is practically bey<?nd control if the nuclei of the 
I^irenic nerves are invaded; but in the case of the lunlbar cord, the fatal 
result is mostly the result of septic infection from the bladder or t^e 
-bedsore, and with proper care the occurrence of infection may be post¬ 
poned indefinitely; or, through relaxation of precautions, may take effect 
at any stage in the course of the illness. • 

Diagnosis.—This has, first of all, to be considered with regard to the 
discrimination of myelitis from other diseases, whether effecting the sf>inal 
cord or other parts. Acute myelitis is most likely to be confounded with 
the following:—spinal meningitis, hsemorrhage into the spuial cord, men¬ 
ingeal spinal hsemorrhage, multiple neuritis, disseminate sclerosis, and 
hysteria. 

tpinal meningitis occurs, as an apparently spontaneous disorder, 
much less frequently than does myelitis. It forms part of epidemic 
cerebro-spinal meningitis, or of tuberculous meningitis, or arises from the 
invasion of inflammatory lesions from the side of the bony canal. When 
associated with cerebral inflammation its symptoms may ^ masked ; but 
occurring independently it is characterised by symptoms of irritation of 
the nerve-roots, both sensory and motor. Hence there are pains, both 
local and radiating, hypersesthesia, and muscular spasms and rigidity. In 
a later stage there will be paralysis, but the earlier signs may be dis¬ 
tinctive. Febrile reactioi^ is likely to bo more pronounced than it is in 
at least a localised myelitis. ^ 

Hvemorrhage into the spinal cord is frequently difficult to distinguish from 
the more acute cases of myelitis. What is specially characteristic of it 
is a sudden onset with severe localised pain; but these may be difieront 
only in degree from what sometimes happens in myelitis, and the later 
manifestations are almost identical; namely, paralysis and anesthesia with 
the conditions distinctive of the different localities already described. 
Recovery or improvement may ensue, or pemanent lesion with secondary 
degenerations in both cases {pide p. 48). 

A further difficulty is suggest^ by the fact that a hemorrhage vrill 
set up surrounding myelitis, and that hemorrhage may take place into 
an already inflamed focua 

Spinal meningeal heemorrhage .—The diagnosis depends here upon the 
relatively sudden onset, together with the presence of the symptoms 
which are regarded as characteristic of sur&ce lesions; namely, those 
pointing to implication of the nerve-roots. The primaiy effects are 
thoA of irritation, such as we see in meningitis ; pain at the seat of the 
lesion; pain and^hypqimsthesia in the coiuae of the nerves ariqng there¬ 
from i and muscular spasm, al8b both local, causing rigidity of the back, 
and more widespread, as in the muscles supplied by nerves arising from 
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the part. After a time^the muscles are paralysed, but the early sigiis 
will have been sufficlMit to distinguish the condition from myelitis. 

Mif^tiple peripheral neuritis .—In its definite forms this aflfects all four 
limbs, and avould therefore be confounded rather with a disseminated 

S )relitiB than with a localised lesion. A pronounced paraplegia iii\y>lving, 
e legs and leaving; the sirms free can very rarely be a multiple neuritis. 
Commonly also multiple neuritis, as, for instance, when it is the result 
of^alcohol, of septicsemia, or «ther poison, is slower in its progress, and to 
that extent difleront from acute myelitis ; yet multiple neuritis sometimes 
advances rapidly, as in a case published by myself, in which weakness of 
the atms and legs was noticed four days after numbness in the fingers and 
feet; five days later the paralysis was considerable. Moreover, cases of 
Lancft'y’s paralysis,.8ome of which arc in all prolsibility multiple neuritis, 
show a %pid extension of paralysis (rule vol. vi. p. 694). 

But returning to the more definite cases, wo see in multiple neuritis 
an almost simultaneous occurrence of numbness and tingling in ail four 
extremities, sometimes with ])ain and hypenesthesia, weakness of the 
muscles going on to paralysis in all four limtis, but beginning often or 
more pronounced in the extensor muscles of the legs or feet; the loss of 
all reflexes, superficial and deep; comparatively rapid occurrence of wasting 
in the muscles, with loss or modification of the electrical reactions in the 
direction of degenerative reaction. What is distinctive of neuritis is 
that the symptoms begin in all four extremities at the same time, the 
numbness afiecting the hands and feet together; whereas in myelitis the 
ansesthesia, beginning in the feet, spreads to the legs, thighs, and trunk, 
and does not affect the arms till the whole of the trunk is involved. 
Similarly in neuritis the muscles of the forearms and legs may Iw 
paralysed together, while the more proximal muscles are little or less 
affect^. If in addition, as sometimes happens, the facial muscles arc 
affected, and the skin of the face is ainesthetic, the diagnosis of neuritis 
is very positively confirmed. Another important distinction is that in 
neuritis the bladder and rectum are as a rule spared; whereas in a case 
of extensive myelitis, which on other grounds might be confounded with 
neuritis, paralysis of the bladder and rectum is practically constant. 
Tenderness of the miwclcs, especially the calves, and of the exposed 
nerve-trunks such as the external popliteal and ulnar nerves, is another 
common sign in neuritis not found in myelitis. 

Landry's paralym .—The nature of the cases describetl under this name 
is even yet uncertain (vide vol. vi. p. 694). Some writers, for instance, Blocq 
and Grasset and Rauzier, include them under myelitis, as an acute, diffuse, 
or acutely spreading (envahissante) form ; but I think the reasons advanced 
by the late Dr. Ross (25) for our regarding many of the cases at least as mul¬ 
tiple neuritis are very strong indeed. In neither case should a soj^r^^ 
paragraph on the differences between it and myelitis be required: in ue 
one it Js not different; in the other the distinctions between myelitis 

and multiple neuritia^ already described, should cover the ground. But so 
long as the disease is allowed a separate place something must be said here 
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of its diagnosis from myelitis. The synonym of Landry’s panalysis—acute 
•jscending paralysis—is of course not distinctive, and’ does not indicate all. 
the special features of the disease: a disseminated myelitis is often an 
acute ascending ^ralysis, and it is from these disseminated or diffuse 
^foEjbscof myelitis that Landry's paralysis has to be Mistinguished, by t^e 
al^nce or comparative insignificance of the stfnso^ phenomena, and by 
the freedom of the bladder and rectum. The distinctions seem small, 
but it will be readily seen that a really disseminated myelitis must, and 
in fact does, involve the sensory tracts largely, and the functions‘of the 
bladder and rectum seriously; and that if these escape the lesion must 
be one involving the motor functions alone (excluding the viscera), and 
must therefore, as a myelitis, be limited to the anterior cornua alone. 
Now an inflammation limited to the anterior cornua, gnd rapidly alcend- 
ing from lumbar to cervical region, has not been found to explain those 
cases, and indeed must itself be a very rare event. 

From a circumscribed transverse myelitis Landry’s cases are easily 
separated by the rapid spread of the symptoms in an upward direction till 
the chest is involved, as well as by the features, above mentioned, in which 
it differs from disseminated myelitis. 

Disseminate srlerosis. — Another disease with which symptoms of 
myelitis may bo associated is disseminate sclerosis; that is to say, dis¬ 
seminate sclerosis may begin with acute paraplegic symptoms; but in 
course of time the intention tramors, staccato speech, and nystagmus will 
probably show the nature of the case. 

Jfysteria. —Hysterical paralysis and functional weakness of the lower 
extremities are of frequent occurrence, and often difficult to distinguish 
from the milder forms of^myelitis. The female sex, youth, and a previous 
history of hysterical outbreaks may serve to caution us against too hajjty 
a diagnosis of myelitis. More often, I am afraid, the caution is wanted 
on the other side; and it must not bo forgotten that young women with 
hysterical tendencies arc by no means prevented thereby from having 
organic lesions of a serious kind. 

Hysterical paralysis is sometimes distinguished by the mode of its 
onset; by its arising immediately in connection with some emotion, or 
mental excitement. Often one leg is affected alone, and the patient trios 
to walk, but holds the weak leg constantly liehind the other, dragging it 
up to the other, but never bringing it in front; the muscles of the 
affected side, instead of being relaxed and helpless, are generally held 
rigid during the process. But this monoplegic form is little likely to be 
confounded with the usually bilateral paralysis of genuine myelitia In 
case of a bilateral affection the important points to note are that in purely 
hysterical conditions there is no spastic rigidity of the kind previously 
described, brought on, that is, by various external stimuli, as by handling 
an& passive movement (vide art. “ Hysteria ” in following volume). Mus¬ 
cular contractions of more voluntary kind can often be elicit^ in either 
of the limbs supposed to be jMralysed, by lifting the leg some distance from 
the bed while ^e patient’s attention is distiactedk by various questions. 
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The limb will often the& j)e supported, or fall slowly to the bed in a series 
of short dropf, alternating with short rests for which the elevating muscleg' 
are obuiously brought into contraction. Again, any pronounced alteration 
of the reflexes is opposed to hysteria. A slight ankih clonus of short 
dpratioi), and unsustained, some^nies occurs in hysterical people ;«but a« 
continuous strong clonus* of the ankles, with marked knee clonus, is 
against a purely functional origin for the weakness. Similarly entire 
al^liti^n of the knee-jerk in one who had it normally, and the exce^v 
tions, if any, are exceedingly rare, means organic disease. In hysteria, 
also, there is rarely specific wasting of the muscles or loss of electrical 
reactfbns; bedsores do not occur, nor is there incontinence of urine or 
faeces. Retention of urine, on the other hand, is often present. 

J^ign^sis of the^itf of myelitis .—The determination of this point must, 
of course, depey;id upon a knowletlgo of the relations which the functions 
of motion and sensation in difleront parts of the body lasar to the ilifl’ereiit 
segments of the spinal cord. 

A great deal of work has been recently done in this subject, and as a 
result of experiments and oliservation of accidents and diseases it has 
been ascertained, with a certain amount of agreement among diflereiit 
observers, what sensory areas on the surface of the body, and what 
muscles or groups of muscles, corresiiond to the roots of the spinal nerves. 

The relations of the spinal cord segments to sensory areas, muscle 
groups, and reflex phenomena, are given in a previous article (vol. vi. 
p. 865). 

In the majority of cases of myelitis the amesthesia offers the licst 
means of determining the upper limit of the lesion, liecause it is often 
very definite, and sharply outlined at its uppev margin, which forms a 
lin« running tran.sversely round the body, and much more truly horizontal 
than our knowledge of the anatomical course of the nerve-trunks would 
lead us to expert; whereas from the anatomical arrangement of the 
muscles in long vertical bundles and continuous planes, some of which, 
especially in the abdomen, receive fibres from several nerve-roots, the 
separation of the parts affected from those spared is much more difficult. 

The determination of the lower limit of an area of myelitis is less 
simple. Voluntary motion and sensation Ijclow the lesion are cut off 
entirely by any transverse lesion, of whatever vertical extent; but the 
integrity of parts belew the lesion is recognised by the persistence of 
reflexes, of the nutrition of the muscles, and of the electrical reactions. 
These reflexes include those of the bladder and rectum. By such means 
one can recognise—for example, in a dorsal lesion—that the lumliar swell¬ 
ing is virtually intact; but any more accurate estimate is rarely iwssible, 
because the skin reflexes are few in number and operate over lai^e areas, 
and the discrimination of muscles supplied by the intercostal nervei^ia 
difficult. 

Prognofls.—^The duration and terminatjpns of myelitis have already 
been given, and the prognosis or the probaole outcome of the disease in 
any case has been thiers indicated. 
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Some eases undoubtedly end in recovery, (Iftit how ai« we to dis- 
'tinguuh these in good time from those which QS not? , It must be , 
allowed that there are very few means of forming a safe forecast. The 
m<^ra acute and flie more extensive the lesion the less likely is recovery 
•to^fae place. A severe disseminated ipyelitis is very likely to be fat«il 
within a few weeks or months. Yet if its hscendjng progress stops, 
vk is arrested, if the bladder can be kept healthy, and if bedsores 
dan . be avoided, then death may be staved off indefinitely. H 9 we^r, 
again, the more disseminated the lesion, and the more the lumbar centres 
involved, the less likely is it that the necessary extreme amount of 
care and watchfulness will be exercised ; and death mostly occurs '^I'ithin 
two or three years. In cases of myelitis, restricted to the dorsal region, 
the integrity of the lumbar centres is in favour of tke patient: and life 
may be prolonged for many years, even if no actual recovery take place. 

There are few features, if any, from which one can say that recovery 
will certainly ensue. It is probable that in no case can such a favourable 
course be predicted. It is only when the paralysis is actually beginning 
to subside that one can look forward to recovery, and even then the pro¬ 
gress may be checked for some quite unknown reason. Amongst cases 
recorded as arising in the early stages of syphilitic infection (secondary 
syphilis), and treated by antisyphilitic drugs, recovery has not infrequently 
been witnessed. And I should be inclined to look hopefully upon other 
oases which could be definitely regarded as secondary results of some 
infectious process. 

The paralysis associated with spinal caries (compression myelitis) is 
well known to present a more favourable prognosis than many other 
forms. Even after months of incapacity, with paralysis and increased 
reflexes, the consolidation and cure of the spinal lesion is very likeljs to 
be accompanied by complete recovery of power in the afiected limbs 
(sec vol. vi. p. 869). , 

Treatment.—^The treatment of acute myelitis has gone through 
all the phases known in other acute ^dsceral inflammations. Local 
depletion, heat, cold, vesication, counter - irritation, and mercury are 
or have been employed with results apparently less successful than 
can be shown for acute pneumonia or acute aephritis under similar 
methods—an appearance which is probably explained by the greater 
vulnerability of nerve tissue as compared with that of the lung. We 
must at any rate allow that as yet there is no known specific for myelitis 
M such; and it can only be matter of hope in the future that, as the 
infective nature of different cases of myelitis is demonstrated, the special 
antidote of each infection may come to be known, and be found efficacious 
in improving or curing the condition of the cord. This is in part realised 
as^regards syphilis, and preventively as regards hydrophobia, in so far as 
a paralysis is the last stage of this disease; but beyond this little or 
nothing can be eaid to have {wen accomplished. 

The old " antiphlogistic ” methods already referred to aim chiefly at 
modifying the state of the circulation in the inflamed oi^n. But it is 
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doubtful, on ttie one haiftjf if the changes in the vascularity of the organ are 
the primary ]esion j *dhd on the other, if they are, whether the methods* 
adopted modify it to any material extent. 

The 'pneumonic Jung is apparently much more accessible than the 
spinal cond to applications of vafious kinds upon the skin; and yet it is* 
difficult to measurp how*far heat, cold, blisters, and cupping have any 
direct influence upon the course of an ordinary acute lobar or croupous 
p]}puny)nia. 

However, the discussion of this subject belongs rather to general 
therapeutics. If in the desire to omit no method that coidd by any 
possibility be useful, I had to make a choice of one of them, I should 
myseU not go farther than the use of cupping, in the earliest stage of the 
compTaii]^ to such ^art of the spine as might be acutely painful ; and in 
other cases would apply cold, in the form of ice bags, or heat, in the 
form of hot fomentations or of bags containing hot simd. I believe 
there is more to be said for cold than for heat in the local control 
of inflammations; on the other hand, the suggestion that in cases 
believed to arise from cold, hot applications should be used in the first 
stage, seems at present reasonable. Hot applications are generally more 
agreeable to the patient. When using very hot applications, the stronger 
coimter-irritants or blisters, the irassibility of inflicting considerable injury 
to the skin must be borne in mind. 

The position of the patient is of some importance. Itest is, of course, 
essential, and the most complete rest is undoubtedly given when the 
patient lies flat on his buck; but in this position the spinal coni is 
nearly in the most dependent part of the body, so that there must be a 
tendency to gravitation of the blood into its neighbourhood, and, to that 
extent, an increase of the high vascularity which attends acute inflam¬ 
mation. This may be neutralised, or diminished, by placing the patient 
on the right and«left side alternately; or even in the prune position for a 
longer or shorter time. Either of these positions, if it can be borne by 
the patient, facilitates the requisite applications to the spine. As soon as 
possible a water-bed should be procured, in order to lessen the risk of 
bedsores; and the greatest care and attention to cleanliness are reriuired 
throughout the case {vMe vol. i p. 430). 

The diet must be arranged on the same principles as in any other 
acute or febrile diseaseXvol. i. p. 385). With an acute onset, whether fever 
be well marked or not, it is right that the patient should bo restricted to 
liquid diet; namely, milk, beef tea, mutton broth, meat essences, and 
similar foods. And if the fever persist, so long must milk or slop diet be 
continued. When the fever subsides, a farinaceous diet may be supplied, 
such as bread and butter, bread and milk, custard and milk puddings; and 
when the illness has lost its acute features solid foods may be given.,so 
far as they are perfectly plain, and in quantity adapted to the needs of 
a perfectlyainactive individual. 

The treatment by drays can scarcely be called satisfactory. It is 
right to see that the b^els, the kidneys, and the skin are acting normally; 
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and free excretion from these organs may help^ft) lessen tlte vascularity 
•in the diseased part. The use of other drugs'll largely baaed on 
' speculative grounds. Ergot has been given for its contractile effects 
upop the spinal fbssels; if used, it must be freely administered in doses 
so^nesor two drachms of the liquid extract or infusion. Mercury, in the 
form of perchloride or of calomel, has been ^uch ,used both in anti- 
^ogistic times and more recently; and, for its supposed powers of 
lAsorbing inflammatory products, iodide of ^tassium has been employfi; 
though rather in later than in earlier stages. 

The value of these remedies is at best uncertain except in some of 
those cases which can be safely attributed to syphilis. On the hypothesis 
of the infective origin of the disease, such antiseptic agents as qipnine, 
salol, salicylic acid, and /9-naphthol have been given; but seeing,^ow little 
they control other infectious diseases, even those which haxp their primary 
seat in the intestinal mucous membrane, we cannot expect much from 
them in the present malady. 

Undoubtedly the most important considerations in myelitis, from its 
earliest stage, are the care of the bladder and the prevention of bedsores. 
If retention of urine occurs the bladder must be emptied promptly by 
means of a thoroughly aseptic catheter, and the process must be repeated 
at least twice daily as long as there is any tendency to accumulation of urine. 
In the case of a circumscribed transverse myelitis, when the bladder is 
often emptied spontaneously and involuntarily, whether unconsciously or 
not, the risk of cystitis is less. If from any cause, either before or after the 
case comes under treatment, micro-organisms have found an entrance, and 
cystitis has begun, the urine must be withdrawn, the bladder should be 
washed out twice daily,sand some antiseptic fluid, such as Thompson’s 
fluid, introduced after each washing. !i^ric acid (10 or 16 graias), 
salicylic acid (16 grains), or salol may at the same time bo given internally 
to diminish the alkalinity of the urine. 

The prevenlion of bedsores requires the utmost cleanliness on the part 
of the nurse. It must be remembered that, in a case where ansssthesia is 
present as well as paralysis, many things favour the occurrence of lesions 
of the skin of the dependent part. The vitality of the skin is lessened 
by loss of nerve influence, by the continued presssre of the weight of the 
Ixxly upon it, and by the diminished circulation which that pressure entails; 
the patient is unable to feel any irritating matters ih contact with the skin, 
or to realise that his skin is wet with urine, or soiled with fseces; again, if 
he knows these facts, he cannot shift himself in the bed so as to obviate or 


remove them. From the presence of the worst possible irritants he is in 
constant danger; that is, from the dribbling of urine from the over- 
distended bladder, or the unconscious passage both of urine and of fseces. 
A]} these evils must be prevented; they must be met by the use of a 
water-bed, the occasional turning of the patient to one or other side, so 
as to relieve the pressure op any one region, the frequent examination 
of the bed and the patient, and the anticipation of any call of the patient 

for help, when he feels, as in some stages he may, the desire to be relieved. 
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In addition tHe lower^p^' of the back should be kept scrupulously clouni 
and after washing shomd be dabbed with spirit lotion or eau de Cologne,- 
and dusted over >vith oxide of zinc or calamine powder. If a slough have 
formed it nJay be tressed with solution of ^ric acid? or dusted with 
iodoform powder; and to the sore which remains after its soparatiAi one > 
of several antiseptic; preparations should bo applied :—lotions of boric acid 
or corrosive sublimate (1 in 600), a mixture of o«iual parts of tm- 
gu^ptupi resinse and balsaih of Peru, iodoform, boric ointment, or 
salicylic ointment {vide vol. i. p. 431). 

In later stages of myelitis, tonics, such as tpiinine, the mineral acids, 
nux vomica, bitter infusions, and strychnine, may bo given. 

Eydrictty is a remedy not as a rule applicable in the early stage of 
the disea|^ Whether, and to what extent, the seat of the lesion in the 
spinal cord is witualiy irritated by the passage of a current in the limlai, 
may be open to question ; but at any rate the stimulation of the muscle 
to contraction cun be of little service in the early sbiges, or until it is 
known that the connection with the motor centres is likely to bo restored. 
Its use in the later stages deiiends upon the course the disease takes; 
that is, whether it is lapsing without improvement into a chronic condition, 
or is gradually improving, however slowly. 

The former case will come under the hetul of chronic myelitis. In 
the latter case the limbs will probably not show much rigidity, because 
much rigidity is generally associated with that pronounced secondary 
degeneration of the lateral columns which is the indication of a serious 
and often incurable transverse lesion. If rigidity l>c present the muscles 
are in constant or frequent contraction, and their further stimulation by 
electricity seems unnecessary and undesirable, if on the other hand the 
muscles are not rigid, or arc flaccid, the electrical current may supply 
the stimulation, which is deficient both in force and frequency as coming 
from the spinal otentres. But it must Ixi understood that this docs little 
more than maintain the nutrition of the muscles by oiusing their 
physiological contraction, and has little (if any) influence upon the centre 
of the disease in the spinal cord Electricity is not indeed directly 
curative, but is only an luljuvant to other treatment, keeping up the 
nutrition of the limbs K> as high a pitch as possible. 

The faradic current is the form more generally used; but where the 
contraction of the muscles is desired, and can Ijo effected, whichsoever of 
the two currents that will cause this contraction may lie employed. 

Under similar circumstances massage may have a similar usefulness, 
and may be practised with advantage (vol. i. p. 373). 
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Chronic Myelitis 

This name is generally taken to signify cases of myelitis of 
long duration; both those which, beginning as acute cases, have never 
improved, and those of slow onset from the first. Probably the former 
group is much more numerous than the latter. On the other hand, it 
should be restricted, as was acute myelitis, to the group of cases in which 
the inflammation is primarily interstitial and diffuse, and not selective either 
of parenchymatous structure on the one hand or of particular anatomical 
tracts of nerve fibres on the other. Thus the syst'em-diseases—locomotor 
ataxy, Friedreich’s disease, and so forth, whether they be mainly > in¬ 
flammatory, or, as is more probable, primarily degenerative, as also 
disseminate sclerosis and syringomyelia, will be ^ealt with else¬ 
where; and those forms only will be described which in distribution 
are of the kinds described under acute myelitis, but of which either the 
onset is slow, or the course protracted over several months or years. 

Etiology. —^This need only be referred to in so far as it concerns the 
cases of insidious or slow onset. Difficult as it often is in cases of acute 
myelitis to attribute the disease to a definite cause, it is still more so in 
the case of a chronic lesion; and although many of the same factors are 
believed to be in operation, it is clear, nevertheless, that much light is 
still needed in this part of the subject. 

The factors which are believed to operate are the following:— 

Heredity in the form of a neuropathic tendency ; cold, operating 
repeatedly rather than on one single occasion as in acute myelitis; 
fatjgue; venereal excess; emotional disturbances. It is needless to 
remark on the missing link between these etiological factors and the 
result^ a missing link which yrill probably be found some day in the form 
of a micro-organism or derivative toxin. Indeed the other causes which 
have still to ^ enumerated are brought with no great difliculty under 
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these or allied classes » they are, first, local inflammatoiy conditioos, such 
as diseases o£*the bone, chronic meningitis, tumours of the spine; secondly* 
the infectio|;ts diseases, especially syphilis and typhoid fever; thirdly, 
chemical poisons, especially lead, arsenic, phosphorus, mercury, and alcohol. 

* Pathological anatomg.—^Ihe distribution of the lesions may be 
considered under the same heads as those of acute origin. Thus there is 
a transverse or focal myelitis, f nd this is by far the moat frequent form of 
ci^ni0 myelitis. A disseminated myelitis which becomes chronic, or is so 
from the first, is a “ disseminated sclerosis ”; and it is perhaps doubtful 
if any condition of disseminated myelitis, which is more extensive 
or more diffuse than what is characteristic of “sclt^rose en plAques,*’ 
can 9ccur without either killing the patient or giving rise to the 
symptonl^which distinguish this disease. It is well known that “ sclerose 
en plfiques ” nlky begin acutely. On the other hand, von Leyden and 
Goldscheider recognise sclerosis as the only possible result of chronic 
myelitis, and describe chronic transverse myelitis only as a spinal form 
of multiple sclerosis. Oppenheim and Bruns and Windscheid hold a 
similar opinion. 

Barely is seen an annular or peripheral myelitis, in which the surface 
of the co^ is so affected as, on transverse section, to present a ring of 
sclerosis. Mostly this localisation is associated with inflammation of 
the meninges, or perhaps determined by it, and the disease is really a 
moningo-myelitis. 

The other possible division is the central myelitis; but it has been 
shown above that many of the chronic lesions of this form, described 
under the heading of chronic peri-ependymal mj^elitis (Hallopeau), would 
now be classed as syringomyelia, and are accompanied by the symptoms 
of That disorder {q.v. p. 22). 

To the nakeci eye the affected portions of the cord present a pinkish 
gray appearance? so that when they occur in the white columns they 
usually resemble the healthy gray substance. In consistence they are 
often harder than normal, and, if of any extent, may bring about some 
shrinking or diminution in the thickness of the cord. Occasionally they 
are softer; and, in cas^ which have begun as acute myelitis, the softer 
acute sta^ may persist for some months before it is replaced by 
induration. « 

Under the microscope, the distinguishing feature of the more chronic 
indurated portion if the excess of neuroglial connective tissue, consisting 
either of a distinctly fibrillated substance, or of a more amorphous homo¬ 
geneous substance containing nuclei in more or less abundance. The 
neuroglial cells with radiating processes may also be in great number. 
In the white matter the nerve-fibres have generally undergone consider¬ 
able atrophy, though in earlier stages some may still be seen swoUA; 
and in the gray matter, which equally shows the fi^usjdevelopment of 
this connerave tissue, the nerve-cells bAome pgmented, lose their 
processes, alter in shai^ and size so as to be small or globular or angular, 
and finally may disappw. 
vou vn 
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, In moat caaes the vrolls of the vessels are mueb thickened, and the 
&ane^ve tissue adjacent to them may be more hypertrophfed thw else¬ 
where. In meniego-myelitis the connective tissue bands s^m to take 
or^n in the meninges, and pass thence into the substance of the cord. 

* . ^n*the softer and less indurated lesions the smnnective tissue develop- 
B^nt is proportionally less, and the granule-corpuscles, which are so 
numerous in acute lesions, may be present. 

Secondary degenerations occur in chronic myelitis in accordance y/ith 
the position of the lesions, and in proportion to their transverse extent. 

Symptoms.—A complete account of the symptoms of chronic mjielitis 
would repeat much that has been said of the acute forms. Where the 
chronic stage has succeeded the acute the symptoms persist •with 
but little change. In the majority of instances tfie lesion *is in the 
dorsal cord; and more or less complete paralysis, with some degree 
of aneesthesia, increased reflexes, and spastic rigidity of the limbs, are the 
prevailing features. If the lesion be in the lumbar region the limbs 
may be flaccid, and the bladder may be seriously implicate. But there 
are two conditions which, however they may be brought about, militate 
against a chronic course; these are profound anaesthesia—which in 
neglected caaes may lead to extensive bedsores, and any condition of 
the bladder which may promote cystitis; for by either of these incidents 
life is likely to be shortened before any long time can elapse. In cases 
of primarily chronic myelitis the onset may be slow and insidious; months 
or years being required for the full establishment of the case. Sensory 
symptoms are often the first to be noticed — tingling, formication, 
anessthesia, and analgesia: then weakness of the legs is observed, perhaps 
one leg being affected beiore the other. Later, in the case of a dor^ 
lesion, the legs become rigid and spastic, the knee-jerks are increased, a*nd 
ankle clonus appears. Of course there may be the greatest variety in 
the extent and severity of the symptoms; the paralysis ‘tnay be slight or 
complete, the aniesthesia is very often comparatively slight while the 
loss of motion is greater, the spastic rigidity may be only just detected 
on manipulation of the limbs, or on the other hand it may be almost 
constantly present, relaxing only at times, and brought on or aggravated 
by the slightest movement, or a touch, or perhaps even by the thought of 
movement on the part of the patient. In this exti^me form it is common 
for the legs to be bent so strongly at the knees and hips that the thighs 
are near the abdomen, and the heels near the buttocks; or with less 
extreme flexion the two thighs partially cross each other by the force of 
the adductors. The patient is quite unable to straighten the limbs; 
and if during sleep, or by gentle traction, the limbs should become ex¬ 
tended, they are quickly flexed again on the receipt of fresh stimuli on 
thfi surfkoe, 

If the lumbar enlargement is afifeoted some atrophy of muscles is 
likely to occur, wd tbe reflexes may be lost: if the cervical eAargement, 
the arms will be paralysed, with partial or n|iore oom|dete wasting 
of muscles. In either case the lesion may be unevenly distributed. 
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involving whilbe colun^&8 well as gray substance; and spastic rigidity 
^ may be associated with the muscular atrophy. 

Thd special functions of the cervical and lumbar regions, in contrast 
with those of the doijal region, may be disturbed in chronic myelitis as 
they may in acute: thiu in the latter case the rectum and bladdei 
will suffer; and ip the former may occur a number of symptoms 
concerning the eye, and the functions of respiration, circulation, and 
deglutition. * 

In the lower part of the cervical spine is situated the ciHo-spinal 
centra: irritation of this results in dilatation of the pupil and pallor of 
the face; paralysis or destruction in the converse conditions. Other 
symptoms which have been noted are cough, dyspnoea, hiccough, slow 
pulse, gsftric crisesTand dysphagia. 

Diagnosis.*—Most cases, and especially those which have begun 
abruptly, may be tried by the tests given in the section on acute 
myelitis. 

Primarily chronic cases must be distinguished from the systemic 
diseases of the spinal cord. These are often recognised by some positive 
sign which corresponds to the peculiar limitation of the disease. In 
disseminate sclerosis the oscillating movements of the limbs on voluntary 
action, the nystagmus, and the staccato or scanning speech are distinctive; 
though in late stages the lower extremities may paralysed, anaesthetic, 
and rigid, so as closely to resemble a myelitis of the dorsal region. In 
tabes dorsalis, ataxic paraplegia, and Friedreich’s disease, incobrdination 
is a marked feature; in the first there are the pupil-phenomena, the 
lightning pains, the absent knee-jerk, and the retention of muscular 
power, at least for a long time; in the third there is generally the 
hereditary history or family association, and nystagmus and difficulties 
of speech are present. Syringomyelia and poliomyelitis anterior chronica 
are characterisechby muscular atrophy; and though we have seen that 
muscular atrophy may be present in chronic myelitis of the cervical 
or lumbar region, it is in myelitis generally subordinate and secondary to 
the paralysis; whereas in poliomyelitis chronica atrophy is the first sign 
of disease, and usually follows a very definite course in its selection of 
the small muscles of (!he hands. Syringomyelia, again, is distinguished 
by the peculiar manner in which sensation is affected, the transmission 
of ordinary touch sAisations being unimpaired, while the patient is 
insensitive to pain and change of temperature. Moreover in this 
latter disease the joints are often invaded by chronic and destructive 
changes. 

There remains primary spastic paraplegia, in which muscular weak¬ 
ness, spastic rigidity, and increased reflexes are attributable to a primary 
degeneration or sclerosis of the pyramidal tracts in the lateral columns, 
far conclusive pathological proof of this connection has not been provide; 
but such cases, clinically, can be recognised vid are distinguished from the 
teeondmy spastic paraplegia of myelitis by the persistence of the sensory 
functions, and of the functions of the bladder and the rectum. A more 
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common mistake is to regard a spastic condition ^as prii&uy; and to 
•fail to siek for the evidence—such as anesthesia, and rectal and vesical 
troabtes—of some pathological condition outside or above the pytkmidal 
tncto. ** 

i^Amyotrophic lateral sclerosis, in which muscular rigidity and weaL- 
nass are associated vnth muscular atrophy, is i&so di«tinguished from a 
diffuse or transverse myelitis by the integrity of sensation, and of the 
fbnctions of micturition and defaecation. » 

If it is recognised that the lesion is a chronic transverse myelitis, 
there is yet something to be learnt, positively or negatively, u to 
its causation. Especially with regard to treatment, it is desirable to 
know whether the lesion be due to compression by tumours, as in eeries 
of the spine (compression-myelitis), or to syphilis. 

Compression-myelitis will as a rule be accompanied or preceded by some 
symptoms referable to the primary lesion, such as tumour, or Pott’s disease, 
which has caused it (voL vi. p. 854). For instance, in Pott’s disease we 
have the familiar prominence of the vertebral spine at the affected spot; 
and in no case of apparently chronic transverse myelitis should an examina¬ 
tion of the spinal column ^ neglected. In earlier stages local pain may 
be present, and tenderness to pressure, blow, or vertically delivered shock 
may be elicited; otherwise the symptoms of the lesions may be identical. 
But it is common to find in cases of compression from Pott’s disease that 
the motor symptoms are more prominent than the sensory; a fact which 
is explained by the seat of the disease in the bodies of the vertebrae 
rather than in the lamime, so that the anterior part of the spinal cord 
suffers first. 

In reference to sj^hilis attention must be called to the attempt which 
has been made to distinguish a form of chronic myelitis due to this 
disease. Erb has described a syphilitic spinal paralysis, of which ho 
regards the following as characteristic signs: (i.) the osual symptoms 
of spastic paraplegia; (ii.) marked exaggeration of the deep reflexes; 
(iii.) muscular contractions, slight as compared with the reflexes; (iv.) 
slight but distinct distur^nces of sensation and implication of the 
bladder. 

The onset of these cases is gradual, and the^ show a tendency to 
improve. 

More than half the cases occurred within thrdb years of infection; 
and though Erb had not verified any by necropsy, he thought the lesion 
was partly a syphUitic infiltration and partly syphilitic disease of the 
vessels, leading to myelitis. As to its site it must be a partial 
transverse myditis involving the posterior rather than the anterior parts 
of the cord; that is, the posterior parts of the lateral columns, the 
posterior comi^ and the posterior white columns. The existence of this 
type has been recognised by Charcot, Marie, and Mnchin. Sachs is 
unwilling to admit t^t this i% the most important or most frequent form 
of syphihs of the spinal cord; but from the point of view of the diagnosis 
of chrmiic myelitis, it is sufficient if it be aUow£d that syphilis does 
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rometimes pve rise .to tasea in which, while a transverse spinal lesion. 
IB recomiBetf, special features about the case (which features, howeve# 
can only ^ evidences of localisation) suggest tha^ syphilis is the 
cause. 

f^5*!f***'—is .essentially unfavourable. If sclerosis fiecome* 
estabhshed we know of no methods by which this can be removed: 
on the other hand, acute, exacerbations may subside or yield to 
titutnftnt. 


Life may be spared for a long time; but it will be endangered in 
proportion to the severity of bladder symptoms, and to the liability of 
bedsores or lesions of the skin from immobility of the patient or con- 
tracMre of the limbs. 

Treadhent.—fhe lines upon which treatment wll be directed in 
ordinary cases hre to preserve the use of the limbs as much os possible by 
the employment of electricity, massage, and moderate exercise, if the 
limbs are still capable of some movement. Bedsores and cystitis must 
be prevented. For the direct treatment of the myelitis little can be 
done. Iodide of potassium, mercury, and arsenic are the remedies chiefly 
in use: and in cases presumably syphilitic the two former may bo pushed 
with some hopes of success. Local measures are also employed sometimes, 
and consist of counter-irritation by blisters, and even by the application of 
the cautery. Such treatment seems more likely to do good in the oase 
of acute exacerbations, which may be treated in the same way as acute 
myelitis. In all chronic diseases of the kind it is very important to see 
that all the muscles which retain any capacity bo kept in exercise by 
natural or artificial means, and the disease thus reduced to its lowest 
terns. • 

Frkderick Taylor. 
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THE CAISSON DISEASE 

it. PERSON who has been exposed to a greatly inereased at^mospheric 
{Iressure is liable, on his removal from it, jo suffer in proportion to the 
degree of the pressure, the duration of the exposure, and the rapidity 
with which the normal pressure is restored. 

These morbid results are—^in the order of frequency : pain, often very 
severe, in one or more of the extremities, and occasionally in the trunk; 
pain in the epigastrium, which may or may not be associated with nausea 
and vomiting; paralysis, more or less extensive and cbmplete / headache ; 
vertigo, and coma. In rare cases sudden death occurs "almost without 
preening symptoms. 

The pain, which is of a neuralgic character, may be slight and transient, 
or extremely severe and persistent. It is usually intermittent or remittent. 
It may come on gradually, increasing in severity until it becomes abso¬ 
lutely intolerable; or it may begin at once in its full intensity. The 
knees, legs, and hips are most frequently attacked; but the arms or trunk 
may be the firat to suffer. Sometimes the greatest suffering is in the 
back, and particularly in the lumimr region. 

Epigastric pain is of frequent occurrence. If not quickly relieved it 
is followed by sickness and vomiting. Vomiting may take place without 
preceding gastric pain, and then is usually accompanied by giddiness or 
other evidence of cerebral origin. 

Paralysis occiuw wdth* increasing frequency and completeness in pro¬ 
portion to the degree of pressure and the duration of the exposure to"its 
influence. The lower portion of the body is more liable to attack, but 
the upper extremities are not exempt The paralysis 4s of sensation as 
well as motion, but it gives no relief to the pain. The part is insensible 
to pinching or to the prick of a pin, while at the same time it is the seat 
of extreme suffering. But there is no necessary relation between the 
pain and the paralysis, as either may occur separately. The paralysis 
varies in degree, from a slight and transient paresis with some impair¬ 
ment of sensation to complete and permanent loss of motion and sensation 
in the affected part. Even the minor degree usually include the 
bladder. 

Symptoms indicating cerebral disturbance of a transient character are 
often obrarved, such as headache, double vision, giddiness, incoherence 
of speech, and occasionally syncope. The skin is often mottled in patches, 
some of which are veritable ecchymoses; others are the result of stasis in 
tlft distended capillaries, and can be rubbed away by persistent friction. 

The duration of an attack varies extremely. It may last a few hours, 
or it may continue lor six tr eight days. Paralysis may bft recovered 
from in a few days, or be protracted for weeks or months. Death occurs 
only in cases that are severe froiq the first; an'd, except when due to 
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secondary Icftions, it u^milly takes place within three or four days from 
the beginnu\g of thd Attack. 

Morbid anatomy.—^The most common lesion in fatal cases is 
congestion ‘of the J)rain or cord, including the meningea There is 
usually efiusion into*the arachnoid. The scalp and the tissues siipound^ 
ing the spinal column m^ be engorged. The brain and cord are some¬ 
times softened in spots. Visceral congestions are generally present. 
IJ^e lyngs usually show nothing more than hypostatic congestion, though 
in some cases they are found engorged or oedematoiis. 

Van Rensselaer analyses the results of twenty-five autopsies as 
follows:— 

“ Seven of the cases might be termed fomirot/ant, death occurring in 
from iif^^n minutes to nine hours. The spinal cord was found softened 
in the one ca^ in which it was examined. In five owes the brain was ex¬ 
amined ; it was congested in two, normal in three. The kidneys, spleen, 
liver, and lungs were congested in three cases, normal in two. In two of 
the cases air was observed in the veins. One had marked Bright’s disease. 
One was a drinker, the habits of the others not being stated. The 
average age of the men was thirty-eight years. The pressure under 
which they worked varied from two to four atmospheres. 

“ Six cases were acute, death occurring within a week. The spinal 
cord was congested or soft in all; the brain and all the internal organs 
congested in five. The average age of the men was twenty-eight, nearly 
ten years younger than the first set. In three of these cases there was 
serous effusion in the spinal canal, and in four extravasations of blood on 
the dura of the cord. 

“ In the subacute cases, in which the men died between the first and 
second week, the spinal cord was found congested in all the cases, and 
the brain was congesteil in the three cases in which it was examined. 
Effusion of ser\)m in the spinal canal was present twice. Cystitis and 
pyelitis occurred in two cases. The average age of the men was twenty- 
five. 

“ The more chronic cases, those in which death took place between 
three weeks and three month^ exhibited similar lesions to the preceding 
cases, that is, the cord was either congested or softened, the softening 
appearing usually in the lower dorsal or upper lumbar region; the abdo¬ 
minal organs were for the most part congested. Pyelitis, cystitis, and 
bedsores were the usual complications. The average ago of these patients 
was twenty-eight yeara 

From these in many respects defective autopsies it appears that the 
macroscopic lesions consist in cong^tion or softening of the spinal cord 
(in all the cases in which it was examined); congestion of the brain (in 
13 cases out of 16); and congestion of most of the internal organ^ (in 
17 cases out of 22).” 

1 haim been able to find five cases ^only in^hicb a microscopical 
examination of the cord was made. In three of these, cited by van 
Rensselaer, death did not take place for 15 days and 2| months re- 
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apectiveljr. After the attack. Degeneration had Ijfilen place, bhiefly in the 
^wer doireal region; but nothing can be inferred'from this as to the 
nature of the primary lesion, for the appearances were necessarily the 
reodt of secondiuy processes. 

, :««.in(two cases at the Presbyterian Hospital, New \'ork, death occurred 
within twenty-four hours after the attach. At the .autopsy the cords 
e^re found, both macroscopically and microscopically, perfectly normal 
in appearance (24). ' . 

Pathology.—The pathology of this disease has been the subject of 
much discussion, and it is probably not uniform for all cases. It seems 
to be intimately connected with the congestions already referred to, 
though the direct effect of pressure upon the nerve elements may h^ve a 
part in the results. Were the latter a prominent agency, hoajpver, we 
should expect to see the disease manifest^ while the subject was in the 
caisson, instead of after leaving it It would not be possible within the 
limits of this article to discuss fully the various hypotheses that have been 
put forth concerning this disease. The most prominent is that of 
Franfois, who suggested that it is due to the liberation of air from the 
blood in consequence of the reduced pressure, and that this air in bubbles 
obstructs the smaller vessels. This hypothesis of gaseous emboli was 
adopted later by Bert (3), who asserted, however, that the bubbles are not 
of air, but of nitrogen. He supported his views by experiments upon 
animals, and was able to demonstrate that such emboli are actually formed 
when a sufficient pressure is employed; but under a pressure less than 
five atmospheres no such results could be obtained; and even with this 
pressure, if three minutes were allowed for restoration to the normal, no 
bubbles could be discovered in the vessela These experiments seem, 
therefore, to demonstrate rather that air or nitrogen emboli are not the 
cause of the phenomena of the caisson disease (25); since these phenomena 
may occur, and often do, when the pressure is not geeater than two 
atmospheres, and when six to eight minutes are employ^ in its reduction. 
Under these conditions we should expect that any air or gas disengaged 
from the blood would escape through the lungs as it is liberated. More¬ 
over, we must not forget tl^t the symptoms often do not occur for several 
minutes—or oven hours—after coming from the •caisson into the open 
sir; during which time, as Bert’s experiments show, the liberated gas 
should have passed off through the lungs. ' 

My own opinion is that the long-continued pressure produces changes 
in the distribution of the blood; especially in the closed cavities, such as 
that of the dnill and of the spinal canal. The greater the pressure and 
the longer its continuance the more decided will be these changes, and 
the less readily will the vessels resume their natural condition when the 
pressure is rdieved. Hence, if the pressure be suddenly reduced, con- 
gesuons or blood atases result, particularly in the brain and cord, and 
pwhaps also in the canties of |he long bones, which are so often the seat 
of exquisite suffering. This view is accepted by van Bensselaer. 

Cnuaas. —Hie one cause, without which the disease cannot occur, is 
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the traigitim to a l4eer aimo^jherie pi^ure after a prolonged expomre 

to a higher one* The extent of the change of pressure required to produce* 
the dis^e ^ffers grmtly in different persons, and is also a matter of 
habit. Some men wjli suffer severely from a pressure* that ordinarily 
<»*ises no inconvenience,* qpd many who are susceptible at first become 
less so as the work progresses. Perhaps the most frequent exciting cause 
IS too rapid a r^uction of the pressure in “ locking out,” that is, in pass- 
***J^*’o® ^ke caisson to the open air through the lock or ante-chamber in 
which the pressure should bo gradually reduced. Indeed, it is probable 
that i| sufficient time were allowed in the lock the disease would never 
occur. But, obviously, there is a limit to the time that can l»e so 
emploired, and the boat that can be done is to fix a time proportioned to 
the pressgie. This* should not be less than five minutes for each addi¬ 
tional atmosphere. 

Newcomers to the work are universally found to bo more susceptible to 
attack (16). Knapp found that only 10 per cent of the old hands employed 
at Wyoming were affected, while 35 per cent of the new hands suffered 
to a greater or less extent. 

Fulness of habit, in my experience, adds greatly to the liability to 
attack. Of 39 men of heavy build employed in the New York caisson, 
only 3 escaped illness; while of 53 lank and spare men 25 escaped 
Of the 39 stout men 8 were more or less paralys^; of the 53 slender 
men only 2 wore paralysed. The deaths, 3 in number, were all of heavy 
men. 

Severe exertion immediatelg after leaving the lock adds greatly to the 
danger. Hence, if the ascent be by stairs, the lock should las at the top 
of the shaft, so that the climbing will be done ti'hile in the compressed 
air Instead of just after emerging from it. 

The abuse of alcohol has been observed by many writers to increase the 
liability to attacki 

Entering the caisson fasting appears to have been a proximate cause in 
several instances (14). In these cases epigastric pain and retching were 
prominent symptoms. 

Treatment. —^This will depend upon the severity of the attack and 
the presence or absence “of epigastric pain or of paralysia If neuralgic 
pain be the principal or only symptom, the chief reliance must be upon the 
libetal use of an anodyile. Fortunately the pain, though very severe while 
it lasts, is generally of short duration. It is, therefore, possible to keep 
the pitient during the whole time under the influence of morphine, thus 
sparing him all extreme suffering. Laige doses may be required, as much 
as half a grain at first, to be foUowed by a quarter of a grain every half- 
hour until relief is obtained If given subtmtuieoualy somewhat smaller 
doses will suffice. 

Working on the hypothesis of the presence of vascular paresis os the 
chief element in the pathology of the disease I wai led'to use ergot to 

* Hill predUpositloii an analogy «itb tba rea^nen witb wfaieb many penoM 

HVrsclate a toll of tbe barometer, feeUng it as they my, in their bonci. 
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induce contraction of the arterioles, in the W^tation %hat it would , 
*relieTe the congestion in the brain and cord.-' The result was not dis-f 
lu^ointing, and the practice has been followed by others with honsider- 
ime success. £napp found it very useful in a nijmber of cases, and it 
4m Anployed, frequently with good results, a^ the Presbyterian Hospital,- 
to which cases were brought from the East River Tunnel during the years 
.'1893-94 (24). A teaspoonful of the fluid extract may be given, and the 
dose repeat^ in half or three-quarters at an hour unless the> paj:-. is 
relieved. 

Resoit to the hot bath would naturally be suggested when th^ pains 
are general, but it is contra-indicated by the already relaxed condition of 
the vessels. In several of Jaminet’s earlier cases paralysis came o» while 
the patient was in the bath, so that he was obliged *to abandsyi its use. 
When the pain is local, however, hot applications limited* to the affected 
part sometimes give temporary relief. 

Frictions with or without stimulating liniments are generally employed; 
but the momentary relief afforded is prol)ably obtained rather by diverting 
the attention of the patient than by any ameliorations brought about in 
the part. 

Epigastric pain is generally relieved at once by the use of an alcoholic 
stimulant with ginger, as suggested by Jaminet. 

Vomiting is to be treated with sinapisms to the epigastrium, and by 
swallowing bits of ice. If persistent it will yield to injections of morphine 
combined with atropine. 

When paralysis occurs the treatment is to be conducted on general 
principles. Gups or leeches to the spine may be useful to some extent as 
revulsants, and to those^may bo added the dternate hot and cold spinal 
douche. In protracted cases, after the symptoms of congestion have 
subsided, strychnine may be useful. Electricity will aid in preserving 
the nutrition of the paralysed muscles. Constant watchfulness will be 
required lest the paralysis of the bladder be aggravated by over-disten¬ 
sion. If the urine becomes ammoniacal and foetid, great ^neflt will be 
derived from saccharine in doses of two grains throe or four times a day. 
This will usually change the reaction of the urine, and prevent the 
foetor. 

With the exception of coma, the occasional cerebral symptoms are so 
transient as to call for no special treatment Coma is an exceedingly 
grave symptom, from which recovery is extremely rare. The treatment 
will vary with the circiunstances of the case. When the pulse is full and 
strong, venesection may be expedient 

^t for the immediate effects of reduced pressure no treatment can 
compare with that originally suggested by Pol (20), and carried out to 
KHime extent by Foley, namely, the return of the patient at once into 
the compressed air. Foley says: “A true spedfio is returning to the 
caisson, through which means all such accidents (pains, vertigo, etc.) 
speedily disappear. It is to be resorted to unhesitetingly in all direaten- 
ing cases, and the {wessure should bo admitt«<* » 
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But the mMns of fideaa to the caisson are not generally such as to 
'promote readmission with the promptness required in a severe case. I' 
therefofe suggested, os the result of my experience at the Brooklyn 
Bridge, that a chamber should be constructed into which a cot containing 
the patient could bo plaqpd, and to which the compressed air codld bo* 
admitted through a> pipe connected with the caisson. After abatement of 
the symptoms, the pressure should Ijo very slowly reduced, as much os 
s^rah hours being occupied*in the process. 

As a temporary hospital at the works should be a part of any plant 
where compressed air is used, it would bo easy to arrange a chamber of 
this kind in connection with the hospital. The chamber would resemble 
a hoiwontal boiler of convenient dimensions, having a door at the end, 
through sAich a cot containing the patient could 1x! pushed in. It would 
be necessary, ef comae, to provide for a continual change of the air. 
Light could be admitted through bull’s-eyes, and a system of signals 
arranged for commimication between the patient and the attendant. 

This suggestion was adopted subsequently at the Hudson River 
Tunnel, and found to be perfectly successful in every instance, a consider¬ 
able number of threatening cases being completely relieved. 

Of course it cannot bo expected that secondary changes in the tissues 
will be relieved by simply reproducing the conflitions which existed in the 
caisson. To be useful the treatment must he resorted to without delay. 

Andrew H. Smith. 
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H^MATOMYELIA 

The occurrence of primary htemorrhage into the spinal cord is a condition 
which is not of frequent occiurence, and it is only of late years, by the 
careful observation and publication of cases with autopsy, that its existence 
has been fully demonstrated. 

Charcot considered that all the cases were secondary to a primary 
myelitis; and Hayem, after a careful analysis of cases, came to the same 
conclusion: since that time, however, accumulated evidence has placed 
the occurrence of primary heemorrhage into the spinal cord beyond doubt. 

The rarity of spinal hsemorrhage, as compared with cerebral hsidor- 
rhage, is accounted for by these facta:—^first, that the vessels of the spinal 
cord, even if diseased, are not exposed to the same prdaure as the cere¬ 
bral vessels; and, secondly, that in the spinal form of the disease the 
greater proportion of the cases are due to trauma. 

Btloloii^.—^The large majority of the cases arise from injury—Oppen- 
heimer says 90 per cent. Such injury may cause fracture, or dislocation of 
the vertebrae, together with haemorrhage into the spinal cord; or it may 
give rise to haemorrhago into the cord without any actual injury to the 
bony canal. In all of Thorbum’s cases the haemorrhage occurr^ at the 
' level of the fourth, fifth, and sixth cervical vertebrae, and he considers it 
probable that the haemorrhage is usually produced by a partial dislocation 
with recoil 

The mode of injury varies considerably; a fall on the bock, a fall in 
the sitting position, a fall on to the feet, a direct blow on the hfudc, 
foiuiUe bending forward of the head as by a fell, the bearing a weight 
on the shoulders; any of these may give rise to this accident. Injury 
during labour Ims beeh shown by Sehultse and Spencer to cause Iftemorrhage 
into we cord of the child. 

Excessive muscular exertion, prolonged exposure to cold (Benda, 
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Boinet), suppression pf, n^nses (Eichhorst), and disease of the vessels are 
the assigned causes j but in a certain number of cases no definite causeP 
can be found. 

HnmorrBage maj^a occur secondarily to myelitis, from whatever cause 
ansing, into tumours, and ^to pre-existing cavities in the cord. 

Pregnancy, pueqieral period, venereal excess, and haemophilia may Iw 
named as remoter or contingent causes. 

—^The disease may occur almost at any age, and coses are 
reported in a child at birth, in a child eleven months old, in a child four 
years pld \ but the majority of the cases occur between the ages of ten 
and forty. 

>Sas.—The male sex is much more frequently affected than the female. 
If, howeiier, the castes due to injmy be excluded, wo find that it occurs 
almost as frequently in females as in males. 

Pathology.—Hasmorrhage into the cord may bo found imdcr the 
following conditions;— 

(i.) Capillary hsemorrhages, also called “ accessory,” are found scattered 
throughout the cord in cases where death has taken place from asphyxia, 
tetanus, and infective processes; these, however, give rise to no symptoms, 
and probably do not occur till shortly before death. 

(ii.) Haemorrhage occurring in myelitis—(a) a diffuse haemorrhagic 
condition; (6) a focal hmmorrhage. The diffuse haemorrhage is almost 
certainly due to a primary myelitis; but in the case of a focal haemor¬ 
rhage it is difficult, and sometimes impossible, to decide which is the 
primary condition. 

(iii.) Haemorrhage may occur into a tumour or pre-existing cavity in 
the spinal cord. * 

'^iv.) Haemorrhage may occur into a previously healthy cord in two 
forms—the first in which the haemorrhage ploughs up the cord in a 
transverse direction and forms a round or oval-shaped haemorrhage; the 
second in which the haemorrhage, starting generally in the gray matter, 
but sometime also in the white, ploughs up the gray matter in a longi¬ 
tudinal direction, forming an elongated haemorrhage. The lines of least 
resistamce to such a haemorrhage would seem to lie the gray matter of the 
posterior horns, so thal in whatever portion of the gray matter the 
haemorrhage starts it tends to limit itself to the posterior horns at the 
extremities. This is fisher borne out by the experiments of Goldscheidor 
and Flatau, who injected the cords of dogs with Berlin blue in various 
situations and observed the course it took. Briefly stated, the results 
were as follows:—Injection into—(i.) the anterior horns, becomes at the 
extremities limited to the posterior horns and affects the white matter 
but slightly at the point of injection; (ii) the lateral portion at the Ijase 
of the posterior horn, limits itself almost entirely to the posterior hoili, 
but affects the middle and anterior horns to a slight degree; (iii.) the 
posterior htSus, limits itself to the posterior horns; (iv.) tfie middle zone, 
affects the gray matter of the same and opposite side, leaving the anterior 
horns less affected; (v.f tiw lateral hoyns, affects the white matter at the 
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seat of punotore, the gray matter of the later^ hpms, and the posterior 
(vi.) the posterior columns, the injection remains limited to the' 
posterior columi| white matter. Thorbum, however, says that it tends 
ei^cially to affect the gray matter of the anterior (horns and the central 
cDanal.* 

: On opening the spinal canal, the spinal cord may present no abnormal 
Appearance; in other cases the cord may be expanded at the seat of the 
hmmorrhage, and the dark colour of the blood may be apparent threlgh 
the distended cord substance; it rarely happens that the haemorrhage 
breaks through the membranes. 

On transverse section of the cord a haemorrhage is seen which usually 
occupies the central part of the cord, around which the cord is soften^ 
and of a yellow colour; unless the haemorrhage be quite recent when the 
surrounding tissue is white. 

In the later stages of the disease, if the haemorrhage has been quite 
smadl, all that may be found is a small pigmented scar containing blood 
pigment crystals. In the cose of more extensive haemorrhage the result 
may be the formation of a cyst, and there is the possibility in still more 
extensive cases that the process of recovery may give rise to a syringomyelia 
or to a central gliomatosis; this view of the formation of such cavities is 
held by Langhans, Minor, Schlesinger, and Schultze. 

Syphilitic disease of the blood-vessels has been found, and, in a caise 
published by Williamson its rupture waus the cause of haemorrhage into 
the cord. Miliary aneurysms have been found in the cord by Griesinger, 
Liouville, and Heboid, but there is no evidence to show that they have 
ever given rise to haemorrhage into the cord. 

Symptoms.—The m5st chiuacteristic feature of the disease is its sudden 
onset with loss of power in the limbs; it is usually attended by severe 
pain, its situation depending on the level of the lesion. In some of the 
reported cases prodrome have been present—numbness and pain in the 
limbs—some time before the loss of power. When the lesion occurs in 
the upper dorsal and lower cervicail regions there is a sharp shooting 
pain passing through the chest and down the arms, the pain being usually 
localised to the seat of the haemorrhage, and not extending along the 
whole spine as in meningeal haemorrhage. 

Jfoiibn.—Loss of power occurs rapidly in one or both aurms, together 
with loss of power in the legs ; the muscles are flaccid, there is retention 
of urine, loss of knee-jerks and of the superficiid reflexes generally. Con¬ 
sciousness is usually retadned, though occasionally it has been lost for a 
few minutes after the onset or injuiy. When the lesion is in the 
cervical region, myosis of one or both pupils may be present, drooping of 
the eyelid, and slightly raised temperature on one side of the face as com- 
pAnd with the other. Paralysis of the intercostal muscles will render the 
respiration entirely diaphragmatic. The pulse may be slow owing to the 
interruption of*accelerator fibres in the cori. * 

Suuaiion .—Complete anaesthesia to ail forms of sensation may exist 
below the level of the lesion, with a band of hvoeifaBBth«ri» «♦ *i»- 
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' “ “W ^ot to be present in some cases recorded by 

‘.Parkin, and lie also notes the fact that in testing the sensation from 
below or from above downwards there is a differ^ce of an inter¬ 

space in the result. The dissociation of the various forms of sensation 
m^ bo a marked fratur^ in some cases, tactile sensibility reigning 
normal, while sensation to heat, cold, and pain is abolished either on 
both sides below the lesion, or^on the opposite side to the paralysed limb, 
givitag rise to a paralysis of the Brown-^uard type. Minor has published 
eight such cases, with an autopsy in one case, and in this the lesion was 
at the level of the first lumbar vertebra, and the haemorrhage extended 
from the conus below to the level of the exit of the spinal accessory 
abov^«nd affected the left posterior honi and the hinder part of the 
anterior horn and tlfe commissure. Similar cases have been publishetl by 
Ross, Lloyd, Tborburn, and others. 

Reflexes ,—It is generally accepted that the condition of the reflexes 
depends on the seat of the lesion; certainly in a Lirge number of cases 
the knee-jerks are abolished immediately after onset, whether the lesion 
be in the lumbar, dorsal, or cervical region; and it is also certain that in 
many of the cases the knee-jerks return and become exaggerated, together 
with spastic rigidity of the legs: on the other hand, there are cases in 
which the knee-jerks liave remained absolutely abolished after an extensive 
heemorrhage into the gray matter of the cord in the lower cervical region 
(Thorbum). That the absence or presence of the knee-jerks goes 
with the preservation or loss of pain sensation, as suggested by IW t . fap, 
would seem not to be the case invariably; for in the first case published 
by Minor there was complete thermo-anaesthesia below the second rib, 
with flaccid paralysis of the legs, yet the kn^jerks wei-e increased; 
thei% was no atrophy of the muscles. The superficial reflexes are often 
abolished early in the disease, and return and become exaggerated later on. 

Visceral symptifms .—Ckmstipation and retention of urine are the rule 
during the earlier period of the disease, and give place to incontinence of 
urine and loss of control over faecal evacuations in the later stages. 
Priapism is sometimes present, but its absence is frequently noted. 
Acute abdominal distension may occur. 

The temperature is no*t generally raised at the onset of the illness, but 
rises slightly a few days after the onset; on the other hand, when the 
lesion is in the cervical region, the temperature may be abnormally low, 
as in a case recorded by Parkin in which the temperature fell to 77*6° F. 
at the time of death, and to 82° F. four days before death. The 
phenomena depending on a cervical lesion and also the occurrence of 
acute abdominal distension will be found fully discussed in a “ Netiro- 
Ic^cal Fragment,” by Dr. Uughlings Jackson. 

LcUe symptoms .—If the patient survive the acute stage of the diseasb, 
atrojfliy of the muscle in the limb or limbs affected, corresponding to the 
seat of the Itaion, takes place. Electrical changes in ihe direction of the 
reaction of degeneration manifest themselves. Vaso-motor and sensoiy 
disturbances «« fwesent, the latter tfddng the form of preservation of 
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tactile seosation and the abolition oi the se^isibilit 7 to heat, cold, and 
Y>ain.{ If the lesion has beeji in the dorsal or cervical region, considerable/ 
bail of power ^ the legs may remain, with spastic rigidity, increased 
]itil‘ee-ier^ and ankle clonus; but without electricalBchanges/ and without 
fnarkra muscular atrophy. 

, Course and prognosis.—^The disease may be rapidly fatal, owing to 
the extension of the hsamorrhage in an upward direction; or it may be 
fatal owing to extension by secondary inflammation occurring •twW’to 
three days after the actual onset; or to the supervention of bronchitis or 
pneumonia, the intercostal muscles being paralysed. The patient may, 
however, recover from the immediate eflects of the disease, and succumb 
to a purulent cystitis or to infection through a bbdsore. In tlw more 
favourable cases partial recovery takes place, atrophy of solno muscles 
generally remains, and the rigidity of the legs persists, with increase of 
knee-jerks and some difBculty in passing urine. Theuensory disturbance, 
and especially the loss of sensibility to heat, cold, and pain, may persist 
for a long time, if not permanently. 

Diagnosis.—(a) From acute myelitis it is at times impossible to separate 
either primary hsemorrhage into the cord or haemorrhage secondary to 
the acute myelitis. In most cases the onset of myelitis is more gradual, 
attended by more marked prodroma, by a raised temperature and the 
gradtul extension of the symptoms. That the onset in myelitis may be 
absolutely sudden is shown by a case reported by Williamson; pain was, 
indeed, absent at the onset, but according to his statement Leyden has 
shown that it may be absent also in cases of spinal hsemorrhage. 

(6) From hsemori'ha^ into the spinal membrsuies four points may aid 
in the diagnosis—^first, &e marked irritation of the nerve-roots, as shown 
by the violent pains in the limbs and the jerldng of the muscles; secondly 
(if the lesion 1 m in the cervical region), the paralysis of the upper limbs 
is greater than the lower; thirdly, there is no myosis Of the pupil which 
occurs when the hsemorrhage is into the cord; and fourthly, the dis¬ 
sociated tactile and temperature sense is not present 

(c) The disease is apt to be mistaken for acute poliomyelitis, especially 
in a child. Such a case occurred in a child four years old under the 
care of Dr. Cheadle, and another is reported by Prof. Clifford Allbutt in 
a child aged eleven months. [Vide art “Acute Poliomyelitis," p. 186.] 

(d) From syringomyelia and central gliomatosis it may be impossible 
to distinguish the later results of hiem&tomyelia; one point brought 
forward by Remak may be mentioned, namely, that in gliomatosiB the 
atrophy and the dissociated sensation occur in the same limb, whereas in 
luemoiThage the limb on the opposite side to the atrophy is affected with 
regard to sensation. No proof of the above statement is given, the 
ei^lanation is not obvious, and it needs further confirmation. 

Treatment consuts in absolute rest, the patient being placed in the 
prone position/with the application of an ice-bag over theseat of the 
nssmorrhage. The bowels ^oold be freely open, and the retention of 
urine relieved by the use of the catheter. Ergot Aonid be given by tiie 
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mouth or aubclitaneously. I Later the treatment resolves itself into that 
.of the bronchitis and pneumonia, and the prevention of cystitis and bed¬ 
sores. The after treatment consists in the application of electricity and 
massage to tUb affecte^ muscles. 

FRKD. E. BATTtN. 
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LIMITED DISEASES OF SPINAL CORD 

1. SCLEROSES 

DISSEMINATE SCLEROSISi 

Syn. :—Multiple sclerosis. Insular sclerosis, Sclhose en plaques dissimindes, 
Herdsklerose, MulHlocular sclerosis, Polynesic sclerosis. 

Disseminate sclerosis is a disease of the brain, spinal cord, and, it may 
be, peripheral nerves; characterised by areas of sclerosis of varying sizes, 
distributed at random, and destroying and replacing the nerve elements. 

The first record we have of this curions disease is in the drawings by 
Cruveilhier in his Anatomie Pathdogique, published between 1835 and 
1842. The condition is depicted as it was seen in the pons medulla 
and spinal cord in four patients, and was called “ gray degeneration.” 
Carawell’s Illustrations of the ElemerUary Forms of Disease, published in- 
1838, also contains pictbrial representations of the morbid appearances. 

liie first clinical study of the disease was made by Frerichs in P849, 
and some of his cases were subsequently examined after death by Yalentdner, 
in 1866. It was not until six years after this thatothe condition was 
made the subject of careful study at the Salp6tri^re, when Charcot, 
working under Yulpian, took the chief part in the investigations, and, in 
1866, published a lecture on the subject which led to the disease becom¬ 
ing widely known. This production of the great French neurologist still 
remaiiu a faithful picture of the classical type *of the clinical manifesta¬ 
tions of the disease; although we have since learnt that other types, 
equally characteristic but differing widely from that originally described, 
may be constructed. 

In the interval which elapsed between the appearance of the publica¬ 
tions of Frerichs and Yalentiner on the one hand, and that of Charcot on 
the other, Turck studied the disease in its physiological bearings, while 
Rokitansky and Rindfleisch did much to advance the study of its morbid 
Anatomy; so Baerwinkel too pointed out that the tremor was evoked on 
voluntary movement only. 

After Chirootl publication, Leo and others studied tAe disease in 

^ It would be better to use the Mme loenUr ealerosis ; far, even docked of • eyllable, 
Dbeeinlnikte eoleioeU ia too long. —Ed. 
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Grennany; but it was not lAitil 1873 that any attention was given to the 
subject in this* country, when Dr. Moxon recorded a case. Two years 
later the bame observer published a paper dealing with ei^t cases {'20). 

Causation.*—^The qftuse of disseminate sclerosis is s^ shrouded in 
great obscurity, but much finable information bearing on the sulQect 
has accumulate durisg recent years. 

Heredity .—It has only hapj^ned exceptionally that any direct heredi- 
taryav>°D6ction has been traced, or that more than one member of the 
same family has been affected. A case in point has been recorded by 
Leuch, jn which a mother, the subject of disseminate sclerosis when 
pregnant, bore a child which remained quite well until the age of seven 
years, lihen the symptoms of disseminate sclerosis were noted; the child 
eventually rfUed of thih disease. 

A still more •striking instance of hereditary transmission has been 
recorded by Eichhorst, in which a mother and her son, aged eight years, 
were both the subjects of this disease; the author m'os able in both cases 
to verify his diagnosis by necropsy. 

It more commonly happens that an indirect neuropathic inheritance 
can be established in the way of some other chronic disease of the nervous 
system; such as paralysis of some kind, epilepsy, or insanity. 

^ge .—Most commonly the symptoms become manifest in early adult 
life. Marie, who regards this as important in diagnosis, states that most 
cases occur tetween the ages of twenty and thirty. That the disease may 
occur in childhood seems proved, though Striimpell doubts the genuine¬ 
ness of moat of such recorded cases. Meyer collected nineteen cases in 
1887, Totzke collected thirty-four, and according to Pritchard more than 
fifty cases have been report^. Of thirty-one of*Totzke’s cases, in two 
the symptoms appear to have been present at birth; Koss stateri indeed 
that the disease might affect children at the breast. In nineteen of 
Totzke’s cases the wymptoms were observed before the ago of six years, 
and in twelve between the ages of six and fourteen years. As the 
clinical course of the disease is, as a rule, protracted, it is not surprising 
that the oppdrtunities of necropsy in children have been few. The 
three cases with necropsies recorded by Zenker, Schiile, and PollAk, 
and regarded by earlier •writers as proving that disseminate sclerosis 
occurs in children, were not instances of this disease at alL Its 
occurrence in childhood* has, however, been established by competent 
observers j moreover, cases have been met with in adults where it has 
been possible to trace the origin of the disease to childhood. The fact 
that die affection may be met with in quite young babies natimlly 
suggests the possibility of a congenital foctor in its etiology. Of this we 
have no other evidence except that supplied by the morbid appearancM 
met with, which have been likened by some observers to the ^iomatosi# 
found in rtuiftn of syringomyelia, and which have accordingly suggested 
that the starl^-point of the morbid proc^ is some cdngeidtal imperfec¬ 
tion in die development of die neorogUal tissue. Two cases alluded to by 
Striinipell, in which diaSeminate sclerosis was accompanied by central 
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glions and hydromyelia, are very auggestiv^ in this connection. The 
association may have been a coincidence, but Striimpell asks with much 
reason wheth^ such cases may not be an indication that disseminate 
sclerosis is a disease of endogenous origin analogous to syringomyelia, 
FriSdreich’s disease, or a multiple gliosis deppnding on certain anomalies 
of development comparable to multiple neuromas, fibromas, lipomas, and 
the like. Such a view would not exclude^ the possibility of other factors, 
such as infections, intoxications, traumatisms, and so on, inteitvenn.g as 
occasional or additional causes. 

It is rare for the disease to manifest itself for the first time ^fter the 
age of forty or forty-five; though an instance of its occurrence at the 
age of sixty is on record. ■ 

Sex .—^Ilie affection is met with as frequently iif the one uvx as in the 
other; the statistics of some authors suggest a preponderance in females, 
of others a preponderance in males. Notably is the former the case 
in thirty-four instances collected by Charcot, in which twenty-four females 
were affected and only nine malea Ross, again, was of opinion that ^Is 
are more frequently affected than boys. The reverse, however, obtains 
in twenty-nine cases recorded by Blumreich and Jacoby, twenty-three of 
which were male and six female; while of fifty-eight cases collected by 
Probst, thirty-four were men and twenty-four women. So, too, in the 
statistics of Marie, ELrafft-Ebing, and R^lich, more men were affected 
than women. 

Occupation .—Oppenheim has insisted on the importance of ascertain¬ 
ing the patient’s occupation in all coses of disseminate sclerosis •, and has 
brought forward evidence to show that persons engaged in certain trades 
are liable to become tihe subjects of this disease. In all such cases some 
toxic agent is held responsible, notably prolonged impregnation*’with 
some metallic poison. 

Intoxications .—As I have said, attention has bee£f called to the im¬ 
portance of various foi’ms of intoxication by Oppenheim, who found such 
causes operative in eleven out of twenty-eight cases in which the history 
was carefully inquired into. In most of the cases lead was the poison; 
but in some copper, zinc, and other poisons were operative. On the 
other hand, the clinical picture of disseminate sclerosis may be present 
during life but the characteristic lesions wanting on autopsy; this was 
the case in a patient of Oppenheim’s, who sufilered repeatedly from lead 
poisoning,* and in whom combined system degeneration was found after 
death. Important as may be the immediate or remote influence of such 
toxic agents in certain cases, yet when we consider how many people, 
notably young ladies whose socml surroundings are such as to exclude 
the possibility of their being exposed to any of these baneful influences, 
^nd who nevertheless become the subjects of disseminate sclerosis, we are 
forced to the conclusion that there must be some more general etiological 
factor aboutVhic^ at present we know but little. Alcohol is another 
tcsio agent which has been supposed to acwunt for the occurrence 
of some cases. 
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Infediom diseases .—Cicely allied to the cases just considered are 
^those which occur after one or other of the infectious fevers. Charoot 
refers to ^ases in which the clinical manifestations of disseminate sclerosis 
were first observed during convalescence from enteric fever, cholera, and 
varjpla. Kahler and (fthers have regarded scarlet fever as especially apt 
to be attended with this result; and Marie found that enteric fever pre¬ 
ceded the manifestafion of symptoms of disseminate sclerosis in eleven 
out of twenty-five cases in which there had been an antecedent history 
of infectious diseasea Besides the conditions already’ noteil, many other 
diseases have, more rarely, been the precursors of this affection—notably 
nmlariaf influenza, pneumonia, measles, diphtheria, whooping-cough, ery¬ 
sipelas, and dysentery. W ith regard to malaria much caution is needed, 
for what hw been ^escribed in this connection by some observers as 
disseminatS sclerosis is open to serious question. The nervous affection 
is said to occur under three conditions: temporarily’ in severe attacks 
of malarial fever; of variable duration after the fever; or suddenly 
with fever as acute attacks of malaria; the characteristic of all those 
conditions, in marked contrast to true disseminate sclerosis, being their 
tendency to result in recovery. Cases of the kind have been recorded 
by Torti and Angelini, fiastianelli, Camellis and Boinet, and Salebert; 
and the two first-named have regained the symptoms as the result of an 
intoxication of the nerve-centres. That their explanation is the correct 
one is highly probable, and that many of the symptoms produced by this 
intoxication resemble those of disseminate sclerosis seems no less clear; 
but that these manifestations indicate the existence of the disease itself is 
an assumption which has no justification. 

Caution is also needed in ascribing disseminate sclerosis to influenza, 
for, yith influenza as prevalent as it has been of late years, it is not sur¬ 
prising that the association of the two diseases should have been met 
with in a few instances. The true explanation of their association may, 
however, be that disseminate sclerosis, previously present in slight degree 
and unrecognised, may become much more evident in the debilitated 
state following influenza, and the disease may then make much more 
rapid progress. 

Probst found joint cheumatism an antecedent in five out of fifty- 
eight cases, and in one case of disseminate sclerosis the patient became 
much worse after an attack of rheumatism; as did another after an 
attack of pneumonia. 

Striimpell does not regard the infectious hypothesis as admissible, 
for in the last twenty-four cases of disseminate sclerosis that he has seen 
he has not been able to establish any such connection. Krafit-Ebing 
could only establish a relationship of the kind in six cases out of fifty- 
three. 

Memoorvo more especially has attempted to prove an etioli^cal con¬ 
nection between syphilis and disseminate sclerosis; Mjchailpw and Jacob- 
sohn also regard syphilis as a cause. 

Pngnamy. —Sir WiUiam Gowers has met with cases in which the 
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disease began during pregnancy, remained {^stationary until the next 
pregnancy, and then became progressive. Pregnancy ^d partmrition 
certainly ^ve a deleterious effect in cases of disseminate sclerosis, and 
are responsiblctfor relapses or more rapid progress of the disease. 

f^niecedmt affections of the nervous system .—When symptoms of . dis¬ 
seminate sclerosis have been related to any preceding affection of the 
nervous system, they have usually developed gradually a year or more 
after the manifestations of the antecedentr disease have disappeared.,^ In 
some instances certain phenomena persist which are attributable to the 
primary disease, but these may be stationary. Some form of myelitis, 
either primary or following an injury, has been most commonly iflet with 
in this association. Accoi^ing to Leyden, cases may begin like an acute 
myelitis and go on to sclerosia Disseminate sclerosis may be, found after 
death in cases in which, many years before, some acute,, illne^ had been 
followed by disseminate myelitis. 

Trauma .—Apart from any indirect influence, through the production 
of myelitis, trauma appears to play some part in producing the disease; 
but whether a fall or blow is alone capable of generating such a process, 
or whether it is only the means of lighting into activity some dormant 
pre-existing morbid' condition, congenital or otherwise, must remain for 
future research to determine. Mendel has more especially insisted that 
the disease may be caused by injury; and Blumreich and Jacoby estab¬ 
lished a history of injury in eleven of their twenty-nine cases; but in 
only flve of these was the connection sufSciently close to be of value. 

Cold. —Exposure to cold or chill has preceded the occurrence of a 
good many cases; thus, in a case observed by Baerwinkel, the patient 
fell into water and avowed his clothes to dry on him; three days later 
symptoms of disseminate sclerosis showed themselves. Some reserrve is 
needed in accepting such cases—as careful inquiry will sometimes elicit 
evidence that the disease was in existence prior to,the wetting or ex¬ 
posure ; though the symptoms had not been sufficient to arrest the 
patient’s attention. In no fewer than forty out of his fifty-three cases, 
however, was Krafft-Ebing able to obtain a history of severe chill as an 
antecedent; and Probst concludes that chill is the most common cause. 

Fatigue .—What has just been said with . regard to wet and cold 
applies equally to fatigue; the probabilities being that where over¬ 
exertion has appeared responsible for the diserise, the true explanation 
was, that the fatigue merely accentuated or evoked phenomena previ¬ 
ously existing, though more or less dormant. 

Emotion .—It is difficult to see how emotional influences can play any 
part in the generation of an affection like disseminate sclerosis, in which 
such pronounced structiual alterations occur in the nervous system; 
nevertWess, the association occiua; as in a case of Sucklingfs, recorded 
by Jordan, in which the symptoms of disseminate sclerosis appeared 
suddenly a (ew days after a severe mental shock. It isjprobable that 
the explanation suggested tor the cases following diill, &tigue, or injury, 
is equally true in the class of oases now under 
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certainly any of th^ factors seem adeqiute to determine relapses, or to 
accelerate the morbid conuition otherwise originated. 

Synyitomit—Three types of the disease are commonly described, a 
cerebro-spina], cerebral, and spinal; according as the forbid process 
affects both or one or^ther of these parts. In the majority of instances, 
however, so far as the central nervous system is concerned, the disease is 
general; and, while the earlier manifestations may bo of cerebral or spinal 
or i^n , unmistakable evideiicesof affection of both of these parts appears 
so^r dr later. This does not mean that in one class of cases the cerebral 
symptoms may not preponderate, or that in another the spinal symptoms 
may not be in the ascendency; what I wish to insist on is that the disease, 
as a rule, affects the whole of the central nervous system ; and that any 
attempt to^distinguish a cerebral from a spinal type on the ground that 
one or other part or the nervous system is affected to the exclusion of the 
other, is as a rjJle unwarranted. It is exceetlingly rare for the disease to 
be limited to the brain; and oven older writers, such as lloss, admitted 
that, though psychical distiu-ltanccs predominate in the cerebral form, the 
course of the disease does not otherwise differ materially from the cerebro¬ 
spinal variety. In some cases the disease, throughout its clinical course, 
manifests itself by spinal symptoms only—there being an absence of 
cerebral symptoms, such as psychical disturlmncos, a{K>plectiform attacks, 
vertigo, nystagmus, and intention tremor; but we are now fully 
alive to the fact that sclerotic patches may be met with on necnipsy 
scattered throughout the whole extent of the cerehro-spinal axis, and 
yet their distribution may have been such as to give rise to the 
clinical phenomena of a spinal disease only. Exceptionally, the patches 
of sclerosis have been found limited to the spinal cord; in this respect, 
however, we can rely only on the more recent observations; for, with 
much less perfect methods of investigating the morbid changes in the 
nervous system than those now in vogue, areas of sclerosis, possibly ill 
defined, might e£ily have escaped detection formerly which would now 
almost certainly be recognised by a skilled observer. >So, too, the length 
of time during which the patient pianifested the disease before death is 
another important consideration in this respect; for it is conceivable 
that a disease, the course of which is ordinarily very protracted, might 
result in death before the morbid process had had time to make incur¬ 
sions from its original site into other parts. It appears best then to 
regard disseminate sclerosis as a disease which affects the whole central 
nerve axis, in unequal degree, it may be, in different parts, or earlier in 
some parts than in others; not as an affection in which any hard and 
fast line can be drawn between a form limited to the brain and one 
limited to the spinal cord. 

The degree in which nerve-roots and peripheral nerves, both cranial 
and spinal, are involved varies greatly in different cases; but there *is 
unquestionable evidence of their impUcation iirespictive of affection of 
their nuclei*of origin. 

Far more important than any division of the disease into the tihree 
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types that hare just been discussed is the r^gnition that its clinical 
manifestations may differ widely from those commonly regarded as 
oharacteristic; in aberrant cases few if any of the classical symptoms by* 
which the discyise first came to be recognised may be present. Dr. 
Buzz|^ who has made this disease the subject of Ibng and careful Btu(iy, 
and who has done much to elucidate many«of the intricate problems 
connected with its clinical manifestations, has insisted on the extreme 
importance of recognising that such irregnlar instances of the affection 
occur; albeit most modern observers are agreed that from the Sases 
formerly regarded as aberrant, another type of the disease may be con¬ 
structed to which cases may be referred as commonly and as definitely 
as the former kind of cases may be referred to the classical types. The 
importance of this observation is accentuated by tl)e fact tlmt many of 
the manifestations of the new type, to which attention is 'ifow being 
called, are only to be distinguished from hysteria with great difficulty. 
The gravity of an error of diagnosis, which would subject a patient with 
so serious a form of organic disease to the rigid system of discipline so 
necessary in the treatment of hysteria, is too obvious to make it necessary 
for me to dwell on this subject at greater length. 

After what has already been said, I make no apology for departing 
from the usual custom of describing first the clinical pictures of dis¬ 
seminate sclerosis, as they are to be found in the classical wrritings of 
Charcot and others. We are all impressed strongly enough with these 
pictures, which most of ns have learnt to recognise and interpret aright. 
What appears to be wanted at the present time is a recognition of the 
multiformity and frequent latency of the disease. It must not be sup¬ 
posed, however, that (he aberrant cases escaped the observation of 
Charcot and others of the older writers on this subject; for, sincq the 
discovery of the anatomical lesions of disseminate sclerosis, by Pitres in 
1877, in two cases otherwise diagnosed during life, sucjh anomalous cases 
(“ formes frustes ”) have been recognised; yet it is only within recent 
■ years that the frequency of their occurrence has been appreciated. 

As has already been said, such cases are too commonly regarded as 
“hysterical”; and such an error of diagnosis may be perpetiuted for 
years. Women are more frequently affected than men, though cases of 
the kind occur in the latter sex also. It commonly happens t^t the first 
manifestations occur after some mental or physical shock. ' These may be 
but little observed at first; a peculiarity in the behaviour of the patient 
is readQy ascribed to hysteria: for instance, there may be temporaiy 
aphonia; or sight might be impaired or lost for a time, and then re¬ 
covered—a not uncommon mode of onset in these cases. Or it may be 
that a patch of numbness is noticed somewhere, perhaps so slight and so 
fleeting that it is only recalled to the patient’s memoiy on close inquiry 
iifbo the earliest manifestations of the disease. More rarely, subjective 
sensations of “deafness,” “coldness,” or “pins and needl|B” are flrst 
complained of. But perhapl the most common phenomenon noted in the 
early stages is loss of power in one or more limbs, usually evanescent; 
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less frequently the earli^t manifestations consist rather in over-action, 
and thus convulsions may occur. 

Hoirever this may be, the all-important fact to be Itome in mind in 
this type of the disease is that such initial symptoms may entirely pass 
off, to return with Ifke abruptness at some subsequent period; or#gHin, 
unthout entirely clearing up, they may diminish and remain in abeyance, 
it may be for years.* It is no uncommon experience to hear that a patient 
presenting one or other of the above symptoms has quite recovered; but 
alSw 'careful questions concerning the previous symptoms will elicit 
evidence that the disease, suppo^ to l>o cured, is only temporarily 
dormtat. You hear that the patient, as a rule, walks quite well; but 
that when she gets rather tired she limps a little; or there is occasional 
doubft vision; or ^ight is not quite good at times, or the {xitient is 
sometimes* rather hysterical in manner. Such symptoms are of grave 
import; and, to the experienced, indicate with certainty that there is 
but a temporary lull, and that at some future time, near or remote, the 
disease will once more assert itself with fresh vigour. 

The physician who takes a grave view of such cases at the onset is 
for a time, for years it may be, regarded os having made a mistake in 
diagnosis; while those who regard the case as purely “ functional or 
“hysterical” are lauded for their acumen. But those experieiicwl in 
such can afford to allow others whose views differ from theirs to 

have this brief period of triumph; for they know only too well, un¬ 
fortunately for the patient, that the time must come when the truth of 
their original opinion will become only too painfully evident. After an 
absence, perhaps even for years, symptoms return, without obvious cause, 
during pregnancy or after parturition; under sqpie debilitating influence, 
as^f an acute illness of some kind; on some injury, exposure to cohl, 
privation, or mental or physical shock. The original symptoms 
return with greater intensity, or new symptoms may manifest them¬ 
selves. Paretic weakness may return in a limb previously thus affected; 
or may some other limb, alone or in conjunction with that first 


Again the symptoms may clear up, partially or almost entirely, to 
return once more at wmo subsequent period; or they may remiun and 
continue to progress. But even when the symptoms thus j^rsist, and 
even progress, this remarkable periodicity of the disease stiU ^nifests 
itself from time to time; transient improvements recur for a while, and 

false hopes are awakened. * 

Once fully established, the disease progresses with unerring Mrtainty 
to death; though this may be long postponed, and there may be many 
periods of remission before the end is reached. Yet even at this 
advanced stage of the disease many of the classical symptoms of iju- 
seminate scleroais are wanting; and, in their absence, the inexperience^ 
while no longer doubting the organic nature of Abe jlisei^ find it 
difiBeult to TOConcile the fiicture before them with ttot of classical dis¬ 
seminate ederoeis, and.with their own experience of classical cases. 
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On the other hand, such a patient may be qpite bedridden with com¬ 
plete paraplegia, with or without spasticity and contracture; and the 
u{iper limbs, and even the neck muscles, may share in the loss oi power. 
Groups of the effected muscles may waste. In areas of numbness 
there,may be blunting of sensibility. Any movement may induce,,a 
sensation of giddiness. Sight may be extremdy impaired, with or with¬ 
out evidence of a form of optic nerve atrophy to be subsequently described 
as characteristic of this disease. The tendon reflexes may be exag^erat^, 
and there may be ankle clonus; more rarely the knee-jerks are abolished. 
The power over the sphincters may be impaired or completely lost. 
Such a patient may remain perfectly clear in intellect, but at‘times 
emotional; or, on the other hand, he may pass into dementia and 
fetuity. „ * 

Ajs advanced a stage of the disease as this may be reached,' hnd even 
death may supervene, without nystagmus, intention tremor, or a scanning 
utterance—features so prominent in the classical disease. 

So varied are the clinical manifestations of disseminate sclerosis that 
indeed many types of the disease might be constructed in addition to the 
three mention^ at the outset of this article, and that which up to this 
point has engaged our attention. A brief allusion will be made to one 
or two of these after we have considered the classical types. 

The disease, as portrayed by Charcot and most sul^quent authors, 
is a well-marked and distinctive one, not easily confounded with that of 
any other affection; and even at the present time, to the majority of 
radical men, the mental picture which is at once called up by the 
name is one differing widely from that which has just been described. 
Until within recent yearg the most common group of symptoms has been 
conceived as follows;—The patient slowly falls into a spastic parapl^a 
with exaggerated knee-jerks, and, it may be, ankle clonus. No real motor 
weakness of the arms occurs, but on any attempts at movement a curioiu 
intention tremor of an irregular, jerky character is evoked. Closely 
allied to this is the nystagmus; which is either spontaneoiu in char¬ 
acter or evoked only on lateral, on upward, or more rarely doMmward 
displacement of the globes. Diplopia, with paresis of some external 
ocular muscle, is among the paretic symptoms ^cognised as of no in¬ 
frequent occurrence. An integral part of this group of symptoms is a 
peculiar, defect of speech, described as a scannirg utterance, in which 
the pauses between words, and it may be syllables, are increased with 
undue accentuation of the latter, and a tendency to elide the ends of 
words. Apart from the occurrence of parsesthesise, in the form of numb¬ 
ness, coldness, pins and needles, and the like, sensory defects are rare. 
Amaurotic defects of vision may occur; there may be tinnitus aurium, and 
vertigo is common. Psychical disturbances occur in which the mental 
faculties become bltmted; or there may be a manner suggesting a state of 
well-being quitf out .of keeping with the patient’s physical eolation. In 
a ■mall percentage of the cam apoplectiform or epileptiform sMsurea 
met with. Trophic disturbances, muscular or cutaneous, axe among the 
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possible laM manifestations of the disease; and the sphincters remain 
intact until the same stage, when, in the event of control being lost oven 
the sphmcter of the bladder, cystitis and pyelitis result as final com¬ 
plications. 

, Or secondly, thi clinical manifestations throughout may be those of 
a spinal cord affection ; • the psychical disturbances, vertigo, apoplecti¬ 
form attacks, optic nerve atrophy, nystagmus, scanning speech, intention 
pernor, and so on, being absent. There is always some form of motor 
disturoance in the legs, the amount of impairment of power varying in 
different cases. ^ The defect is usually of the sjiastic type, with ex- 
aggel-ated knee-jerk^ and perhaps ankle clonus; but sometimes there is 
an absence of spasticity, and not only may the knee-jerks not be increased, 
but l;h^_ may be^actually abolished ; in the latter ease the knee-jerks 
commoffly di^ppear and reappear at intervals. There may be unsteadi¬ 
ness, titubation as in cerebellar disease, or actual ataxy. Various 
parsesthesiae may be complained of; and sometimes these are accom¬ 
panied by actual blunting or loss of sensibility, of variable distribution. 
There may be some difficulty in passing water early in the course of such 
cases, or there may be some loss of control over one or both sphincters; 
though usually such defects arc among the later manifestations. If the 
morbid process invade and destroy the anterior honi cells of the lumbar 
enlargement, groups of muscles may become atrophied. Trophic disturb¬ 
ances of the skin, in the form of l^sores, belong to the later stage, and 
are associated with loss of control over the sphincters. From the alwve 
description it will bo manifest that this tyjic of the disease is easily 
confounded with primary lateral sclerosis, amyotrophic lateral sclerosis, 
ataxic paraplegia, and tabes dorsalis. The ptynts on which wo have to 
r^y for diagnosis will be discussed subsequently. 

Then again hemiplegia may be the pr^ominant symptom, though this 
variety is not common, and the hemiplegia is as a rule transitory. 

The rarest rorm of the disease is that which simulates amyotrophic 
lateral sclerosis in its clinical manifestations. Cases of the kind have 
been recorded by Pitres, D^jerine, Skolosubow, and Probet. 

It can serve no useful purpose to multiply clinical types of this disease 
unnecessarily ; but one other deserves brief notice owing to the frequency 
of the cases. Here the symptoms all point to a spinal cord affection, 
with the exception oi the peculiar form of optic atrophy, which probably 
affects chiefly or solely the temporal halves of the discs. Some such 
cases—^where the knee-jerks are absent, and shooting pains, ataxy and 
Romberg’s sign are present without psychical disturbance, scanning 
speech, nystagmus, or intention tremor—may be mistaken for cases of 
tabes; but there is usuaUy sufficient evidence of loss of motor power 
without muscular atrophy to prevent this error. ^ 

Finally, we must remember that cases often fall away from the spinal 
type; th^jt, as Charcot insisted as long-ago as 1876, paraplegia may 
M an almost isolated symptom, to which, however, may be added some 
of the otiier signs of <the disease; and that it is exceptional not to find 
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two or three of the characteristic associated pl^nomena inosome stage 
€it the disease. 

It is scarcely necessary, or even desirable, to construct a type for the 
third or mixed form of the disease; for, as I have said, the disease is 
Serebn^spiiul in its distribution, and sooner or latef will present symp¬ 
toms of a mixed character accordingly. o 

So manifold are the phenomena of disseminate* sclerosis that it 
behoves us to consider in detail the various; symptoms that may arise; 
and after the general survey of the subject which we have already iakSn, 
this may now be done with advantage. 

Motor disorders .—One of the most characteristic features of' the 
ordinary form of the disease is a peculiar irregular jerky tremor which 
only occurs on attempts at movement, and ceases as sopn as the muscles 
are at rest again. This symptom was present in seventy-five pe^ cent of 
the cases collected by Probst. At the beginning of the act the tremor 
i^ as a rule, slight; but it increases in range until, when the object 
aimed at is all but or actually attained, it reaches its height; at this 
stage the ^nd-fro jerkings may be of the wildest possible character. 
The excursions are large and are slowly rhythmical. If such a patient 
attempt to raise a glass of water to his lips most of the contents will 
probably be^ spilt long ere the glass reaches its intended destination. 
The tremor is not limited to the muscles actually in action, but spreads 
to neighbouring ones; so that if the arm is being moved there may be 
not only tremor of it, but also of the head and upper part of the trunk. 

While, as has already been said, these cases may be imder observation 
for years without any tremor being detected, no part is exempt from it 
on attempts at movement.. It may be seen in the facial muscles, in the 
ocular muscles as nystagmus, and laryngoscopic examination may rev^l 
similar tremor of the vocal cords on phonation—a condition of things 
which is also evidenced by a tremulousness of the voice. The tremor of 
the^ neck muscles causes oscillation of the head; and, as this goes on 
while the head appears to be at rest when the patient is sitting, this 
seems to form an exception to the rule that the tremor only occurs on 
movement; in reality the neck muscles are not at rest, for though the 
patient is sitting still, the neck muscles are constantly in a state of action 
as they support the head in the erect position. In such cases immediately 
the patient lies down the tremor ceases, to retuw, of course, on any 
attempt to sit up. ■ 

In no part of the body is the tremor more commonly present in 
the^ arms j and a common method employed for evoking it consists in 
asking such a patient to touch the point of the nose with the tip of the 
index finger of the extended limb. In slight cases the unsi^eBdiness may 
only he observed towards the completion of the act; but in severe 
it b^pns with the voluntary movement, and becomes of wide range by 
the time the tip,of tha nose is reached. The handwriting is altered in a 
ohi^ter^c manner; for the first words of a sentence may M readable, 
while, owing to the increasing unsteadiness of tlw hand, the se ntence 
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becomes more and morelillegible as it proceeds. The trunk may oscOlate 
when the patient sits or stands, and the respiratorv muscles may bd* 
affected, resulting in jerky breathing. 

When present ir^ the legs the tremor is evoked by ttanding, or when 
Ae patient begins to walk; but it may also be brought out if, when th* 
patient is in the riicumbent posture, ho lie made to raise the leg off the 
bed to attempt to touch some object held almvc it. 

•• The intention tremor * may give rise to ataxic movements in¬ 
distinguishable in themselves from those of true ataxy due to sensory 
defeat; and the similarity is increased by the fact that in some cases 
the patient can stand if supported, but falls if left to himself. Ik)th 
conditions are, however, reiulily distinguished from true ataxy os 
closure eof the eyes docs not in any way affect it. Striimpell, how¬ 
ever, regards the intention tremor as an ataxic disturbance; and in a boy 
with tumour of the corpora quadrigemina, observed by llruns, there was 
intention tremor of the arms and ataxy of the legs. So too Uoldscheider 
has observed cases in which disseminated jxitchcs of sclerosis, especially 
in the pons, caused acute ataxy, which afterwards assumed such characters 
that it became impossible to distinguish it from intention tremor. Mo 
satisfactory explanation of the mode of origin of the intention tremor has 
yet been offered. Charcot’s view was that the axis-cylinders, denuded of 
their myelin sheaths, offer different degrees of resistance to the iMssage 
of impulses at different points in their course; so that such impulses are 
variously retarded in different axis-cylinders, and, reaching the muscles 
in an irregular manner, thus evoke irregular contractions of them. This 
explanation is supported by two observations by Sir William Cowers in 
which, probably as a result of pressure on eho motor path, intention 
tfbmor was present in a case of a tuberculous growth in the enu; and in 
another case of a similar growth in the pons. 

It cannot b« said that the experimental observations of Pasternatzky, 
who attempted to produce intention tremor in animals by lesions of the 
motor tracts, have helped us to any extent in this difficult problem. P>b 
is of opinion that the tremor depends on the precise position of the 
patches of sclerosis, where it disturbs some mechanism for the co-orrlina- 
tion of movement. ITi support of this view it has been said that the 
symptom is absent when the sclerosis is limited to the spinal cord, but 
occurs when the poni is affected. Stephan, on the other hand, regarrls 
the optic thalamus as the seat of lesion in such cases; according to 
Oppenheim, a similar form of tremor is met with in cases of cerelwilar 
tumour. This 1 have seen; and, moreover, after ablation of the cere¬ 
bellum in animal" the oscUlation of the head on any attempts at move¬ 
ment strikingly resembles that seen in disseminate sclerosis. Of all 
the possible explanations that have been offered of the way in which 
the intention tremor results, none appears to me so satisfactory as that 
which sop|x]ses it to be due to a failure of synergib action of muscles in 
purposive movements consequent on an unequal degree of innervation 
both of the muscles cfirectly concerned and of their antagonists. 
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Apart from the irregular jerky movementsi'on the pe^ormance of 
Voluntary acts spontaneous movements sometimes occur over which the 
patient has no control; such as attacks of hiccough, yawning, laughing, 
crying; and the*latter phenomena are, as a rule„.unattended by the 
corresponding emotional feelings. Such conditions may be tnet with 
early in the course of the affection, and a slighl degree of this state of 
things is not uncommon. In that lesions of the medulla and pons are so 
commonly associated with emotional phenomhna, it is probable that 
occurrence of such emotions in disseminate sclerosis is consequent on 
patches of sclerosis in these parts of the central nerve axia 

Bigidity .—Spasm of the muscles is one of the most frequent symptoms 
of the classical type of multiple sclerosis. Though the arms do not escape, 
the legs are more commonly affected, and in greater degree. Spasm in 
the extensors preponderates at first; but the flexors ultimately gain the 
ascendency and lead to permanent contracture, in which the legs may be 
BO drawn up that the heels are pressed against the natea Contracture 
of this kind in the arms is rarely seen. Even before contracture voluntary 
movements are hampered by the rigidity; and the latter increases with 
movement, so that it may ultimately prevent the possibility of further 
movements for a time. Passive movements produce the same result, the 
stiffness increasing until it may require a very great effort to overcome 
the resistance occasioned by the spasm. In some instances the spasm is 
limited to a single group of muscles, and the rigidity thus occasioned may 
pass on to contracture. 

Tendon^erks .—^With this condition of rigidity the tendon-jerks are in 
excess of the normal; but it may so happen that the full effect of this 
increased irritability is musked, or altogether prevented, by the spasm 
actually preventing the responsive movement in the limb which wouid 
otherwise result from a tap on the tendon. The increased activity of 
the tendon-jerks is manifested by an excessive jaw-jerk, Amounting even 
to clonus; and by excessive arm-jerks and knee-jerks, with, it may be, 
rectus clonus and ankle clonus. On the other ^nd, in a small number 
of cases the knee-jerks are abolished. 

Motor paralysis .—Some motor weakness is common to all the clinical 
types of disseminate sclerosis; but no symptom^ is more variable as 
regards its mode of onset, the degree of impairment, and its precise 
behaviour. These variations have been 8ufficiently*insisted on when dis- 
cussing the type of the disease so apt, more especi^y in its earlier stages, 
to be mistaken for the manifestations of hysteria. The motor weakness 
may or may not be associated with tremor or rigidity, but in either case 
the weakness rarely amounts to considerable paralysis. As a rule all 
movements can be executed, though feebly, slowly, and with difficulty; 
an(4 as &tigue is soon induced, the first movements attonpted are 
always performed better than subsequent ones. Moreover, where there 
is actual rigidity, or even a subjective feeling of it, fatigue lesults the 
more readily in that there is a sense of resistance, true or nipposed, of 
the spasm to be overcome. Though no part is ^empt from loss of 
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motor power, *the legs ari most commonly affected; the arms, however, 

, suffer almost as frequently. In accordance with what has been already 
*said when treating of these symptoms individually, such motor weakness 
is most commonly a^ciated with rigidity in the leg8,*hnd with jerky 
tremor in the arms. The latter association also occurs in the* neck 
muscles, when they^re afl^ted, and w’ith the muscles of the eyes. It is 
probable that the peculiar defect of speech depends on the same associa- 
tioih have seen that nb part is exempt from motor weakness; so 

that, in addition to the parts already considered, paresis or {jaralysis may 
be met with in other regions, more especially in the territories dominated 
by ottier of the cranial nerves. Asides ocular paralysis, the motor 
divisi^pi of the fifth cranial nerve may bo affected, resulting in difficulty 
of masti^tion; thvs the facial muscles may be palsied as a result of 
a lesion interrupting the motor path at some [mint on the cerebral side 
of the facial nucleus, with the result of isolat^ paralysis of the lower 
facial; or involving the nucleus or emergent fibres of the nerve, when 
the upper face is affected as well as the lower, and well-marked 
degenerative reaction is found in the affected muscles. 

Sclerotic patches in the medulla may load to difficulty of swallowing 
associated with paralysis of the palate, which may bo unilateral or 
bilateral; and, alone or in conjunction with such defects, paralysis of the 
vocal cords may exist, when the abductors suffer alone or before the 
adductors. The tongue may show the paralytic deviation due to a lesion 
interrupting the motor path to it at some point on the cerebral side of 
the hypoglossal nucleus ; or the lesion may be in the medulla affecting the 
nucleus or emergent fibres of the hypoglossal nerve, when atrophy on one 
or both sides of the tongue results, according as^he lesion is unilateral or 
bilateral. In consequence of defects of the same kind in areas of sclerosis 
in the mednH* various articulatory defects of speech are met with ; altera¬ 
tions of tone of »oice also, and, it may be, suflbeative and other attacks 
which endanger life. 

Before leaving the subject of motor paralysis, allusion must bo made 
to curious apoplectiform attacks which sometimes occur, and which may 
give rise to hemiplegic weakness, indistinguishable from the result of 
rupture or occlusion of a cerebral artery, save by its fleeting character; 
in this it closely resembles the apoplectiform seizures which occur in 
general paralysis of the insane. A further resemblance to the attacks 
in general paralysis is seen in the tendency to repetition of those attacks, 
perhaps several times in the same subject. The hemiplegia, as a rule, is 
of the ordinary form, and may be accompanied by aphasia; or there may 
be alternate paralysis, the limbs being affected on one side and the terri¬ 
tory presided over by some cranial nerve on the other. 

Qait. _^We are now in a position to study the various alterations# in 

the patient’s mode of progression. Paralysis, whether spastic or flaccid, 
may be in such d^ree as not only to forbid walking, but to exclude all 
possibility of standi^; but when progression is stiff possible the most 
varied gaits are met* with. The most common of these is a spastic 
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paralytic gait iu which the combination of weakness and nudity hamper 
the movements. The inferior extremities are slightly flexed, and cling to 
eAch other and to the ground, so that they are unlocked with difficulty; 
and, as they areP brought forward in turn, the anterior half of the foot 
scrapM along the floor. On the other hand, there may be a combination 
of spasticity and unsteadiness; so that, in addition t 9 the clinging of the 
feet to the floor and the difficulty of moving the lower extremities, the 
patient stands on a wide base, and, as 6very movement is unce]^n 
and reeling in character, he tends to fall. Closely similar to this state of 
things is the combination of spasticity, paresis, and ataxy, described by 
Oppenheim, in which the legs are stiff and held widely apart from each 
other; the movements are slow and the anterior half of the foot clijogs to 
the floor, but once it has been effectually released <the limb ip sharply 
raised in the air and the heel is stamped down. The sanip observer has 
noticed an ataxic condition in one leg and a combination of spasticity and 
paralysis in the other. Much more rarely a purely cerebellar gait is seen, 
in which there is unsteadiness, titubation, and reeling like a drunken 
person. Or the gait may be more or less ataxic in character. Apart 
from hemiplegic weakness of apoplectic origin, one leg may be afiected 
alone; or one may be more affected than the other; thus all sorts of 
curious combinations are seen, giving rise to the most grotesque modes of 
progression. Rapid variations in the character of the gait and in the 
degree of defect occur in consequence of the sudden changes and varia¬ 
tions BO characteristic in all the symptoms of multiple sclerosis; and in 
many cases all that is observed in the earlier stages is a feeble gait having 
no peculiar characteristics other than those common to all conditions 
attended with feeblenesu of the lower extremities without spasticity. 
Patients are sometimes met with who, though unable to rise from Che 
sitting to the erect posture without assistance, can nevertheless walk 
unaided, and without showing any peculiarity other than a feeble gait 
and a tendency to become soon fatigued. 

Speech defects .—“ Scanning,” “ staccato,” or “ syllabic ” speech is one 
of the symptoms of the classical disease, and was supposed to be of 
frequent occurrence. In reality, however, many cases present no 
' alteration in speech; and the majority of patients who do, only speak 
slowly without the scanning character being distinctly marked. When 
typically present it is very characteristic; the words are uttered slowly, 
the syllables, and more rarely the words, have the pauses between them 
lengthened, and each syllable is unduly accentuate though there is a 
tendency to elide or slur over the ends of words. The speech may have 
a naaal character in consequence of paresis of the palate; but, apart from 
this, the pronunciation of certain letters is also somewhat indistinct, 
especially the voiced explosives such as h, d, g, and the extra fricatives e 
and r, which are to be produced by the second and third stop-positions 
described by Wyllie." The vpice is monotonous, according (e v. Lenbe, 
in consequence of the inability to alter quickly the height of tone and 
accentuation of syllables. Moreover, according to the same observer, snch 
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patients are unable to n^ntain any tone in its full intensity for any 
■ length of time ; the note gets higher and higher, possibly from failure to 
regulate* the tension of the vocal cords in response to^thc increasing 
strength of the expiraW>ry blast. Occasionally* there is aphonia; or si^ch 
may be interrupt^ from jjime to time by noisy* inspiratory* sound? con¬ 
sequent on incomplete opening of the glottis. 

As in respect of other muscular movements, the first words of a 
sen^v^cu are often much more clcsirly spoken than those at the end. 
when the muscles of speech become fatigued. Indeed this abnorninl 
tendency of the muscles to tire is one of the factors in the causation 
of the syllabic utterance. Not only may the muscles of the lips, 
tongue^ palate, and larynx be at fault, but also those concerned 
with the jespiratory•movements. The researches of (Joldscheidcr have 
shown that normally there is an increase of the expinitory blast at the 
beginning of each syllable; and this blast is so controlled in the mouth or 
throat as to be suflicient to complete the articulation: whereas in disseminate 
sclerosis he finds that the curve produced by the expiraUiry blast is not 
a steep but a flat one, and that variations it> intensity of the expinitory 
stream of air can only be altered slowly. The same ol (server has shown 
that graphic records of expiratory pressure reveal that during a long 
sustained note the line of the normal curve is straight, while in multiple 
sclerosis it is wavy. The explanation which has been olFered of this 
phenomenon is probably the correct one; namely, that it is deponilent on 
oscillations of the vocal cords, a condition which may be seen to exist on 
laryngoscopic examination, and which v. Leubo descrilxjil long ago; this 
narrows and widens the glottis, and gives a trcmulousncss to the voice. 
Another interesting point, brought out by GoldAhciilcr s investigations, 
is tifat in disseminate sclerosis the curve produce*! by vocalisation inny* 
suddenly rise abruptly, as the patient is unable to keep up uniform tension 
of the voijal *x)rd8 ^or any length of time j the cortls sejxiruto from cMch 
other, and thus more air suddenly escapes, ctiusing the abrupt rise in the 
curve. He has also shown that a similar inability to control the tongue 
can be demonstrated by making the patient vocalise r normally* the 
line of the curve should show small regular oscillations, whereas in 
multiple sclerosis, owing* to the slowness and difficulty with which the 
tongue < 5 an be brought into the proper position, the oscillations are 
absent in the first par^ of the curve, and in the latter part arc im¬ 
perfectly marked. The difficulty with explosives is also well shown 
by this graphic method ; moreover, it can be seen that the distinctness of 
the pronunciation of one of these letters, and the steepness of the rising 
curve, depend on the time the patient has to prepare before uttering the 
sound. If another word immediately precede the explosive, and esj^ially 
if another explosive precede it, the letter is indistinctly and softly pnf- 
nounced, and the «nirve shows a flat gr^ual ascent. 

True apfaasic defects are very rare in miiltaple sclcfcwis.* 

Ocular phenamcfia.—So important are the ocular phenomeim of dis¬ 
seminate sclerosis, more especiaUy in their bearing on the difficult problem 
vou Vll ^ 
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of diagnosis, that they call for our most careffil consideration. Disturb- 
tmces of vision commonly occur, and may or may not be accompanied by» 
changes in the pptic nerves, perceptible on ophthalmoscopic exaihination.' 
Such patients usually complain of a mist before their eyes, rarely of specks 
and flashes. The defect in vision may be of veijy rapid onset, in some cases, 
indeed, quite sudden; and it may be the earliest manifestation of this mys¬ 
terious disease : on the other hand, it ma^ be of slow and gradual onset. 
Whatever the rate of progress, the same variability is met with ii^^this 
symptom also; the most marked amblyopic disturbance may be followed 
by a period of remission in which vision is greatly improved (^ce art. 
“Medical Ophthalmology,” vol. vi.), and then later the defect becomes as 
bad as over again. Many such relapses and improvements may occur in 
the course of the disease before permanent amblyoj^a is established. It 
is common to meet with cases in which transitory defccfrof vision, never 
amounting to complete amblyopia, has existed in one eye, for, it may be, 
some months or a few weeks only, which has then cleared up, but is 
followed at some subsequent period by precisely the same defect in the 
opposite eye; or indeed in the eye originally affected. 

Of the anomalies of the fields of vision central scotoma for colours 
is a prominent feature. Uhthoff, who has devoted much attention to the 
ocular defects in disseminate sclerosis, found central scotoma in fifteen out 
of twenty-four cases of this disease (see ai't. “ Medical Ophthalmology ”). 
Another alteration of the fields which occurs is that of peripheral 
limitation; and Uhthoff found this contraction of the fields in eleven out 
of twenty-four cases. Dr. Buzzard, though unable to give figures, would 
have expected a larger percentage of these defects as a result of his 
observations. * 

Both the transitory amblyopia and the contraction of the visual ^Ids 
are symptoms which may readily be mistaken for indications of hysteria 
in a disease in which, as we have already seen, there are many mani¬ 
festations indistinguishable from those of the functional disorder; it 
therefore becomes all-important that in any case in which these pheno¬ 
mena are met with, a careful search should be made by ophthalmoscopic 
examination for changes in the optic nerves. The most common change 
in the optic nerves is pallor, often so slight in tRe earlier stages as to be 
difficult of interpretation; at this time any inequality in the degree of 
affection of the two nerves may be of most" important pathological 
significance. Though the occurrence of optic atrophy did not escape the 
observation of Charcot, and of others who have studied disseminate 
Boleroais, no one has made so exhaustive a study of this phase of the 
affection as Uhthoff. Among previous observers, however, Guanck’s 
statistics, quoted by Ross, must bo mentioned; for of fifty cases which 
Re observed there were defects of vision in twenty-eight, and changes in 
the optic discs in fifteen ; these defects were atrophic in character in all 
but ^ree, in Vhich there were hypemmia and neuritis. Uhthoff found 
changes in the optic nerves in 46 per cent of a hundred cases of dissemin¬ 
ate sclerosis wMch he examined ophthalmoscopically. In two of the 
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cases there was ^rked alrophy of both nerves ; in one a siniilni* atraphv 
existed on one side with pallor of the tempond side of the opposite disc. 
In seveil cases the whole of the <lisc was incompletely atrophic on Ijoth 
sides; in four this change wjis seen in one e 3 ’e only, while the tem)>oral 
side of the other disc was jwle; in eight cases the change could Bo de¬ 
tected in one eye only. In eighteen cases the atrophy was |iartial, and 
was limited to the temporal half of the «lisc; and in five there was 
diskipcU evidence of optic neuritis—well marked in three, and slight in 
two. 

Dr, Buzzard, who has also given a great deal of attention to this 
subject, has phiced on record figures which closely agree with those of 
Uhtholf; out of a hundred cases of disseminate sclerosis, drawn from 
hospital mid private*i)ractice, there was jiallor of the disi-s in 4 a |H‘r cent. 
The same obsewer has never met with anything that might strictly be 
characterised as optic neuritis or papillitis; tlioiigh lie has seen what ho 
has described as a dark giay iliscoloration “ somewhat rosembling the tint 
of hyperajmic gray matter of the cerebrum.” While this intense hyjicriemia 
proliably represents a stage in the process which subseiiuently results in 
atrophy, it is proliably never present in the largo majority of cases. 
When such a change is seen with the o]>htlialmo8co]>u it dc])ends no 
doubt on affection of the optic nerve, at its termination in the globe, by 
a patch of the same morbid change which occurs in other jNirts of the 
nervous system, constituting indceil one of the islets of sclerosis which 
characterise the affection. On the other hand, when, as is the rule, there 
is ])allor of that portion of the nerve which forms the disc, there is strong 
evidence in favour of the view that this atrophic condition of this yiortiun 
of the nerve depends on a patch of sclerosis sitflated at some jKirtioii of 
the*nerve liehind the globe, or affecting some portion of the optic com¬ 
missure or tracts. Sii' William Gowers dissents from this view, however; 
he regards the aM'ophy in these cases as strictly com]Kiniblo with that 
met w'ith in cases of talies dorsalis) so that insteiul of rcganling the 
atrophy of the portion of the nerve w'hich forms the disc as sccomlary to 
destruction of the nerve at some [mint liehind the glolie, he reganls it us 
due to a primary degeneration of the nerve elements. I have elsewhere 
taken exception to thiS view, and have pointed out that the morbid 
changes mot with after death in the optic nerves, chiasma, and tracts are 
strictly in keeping wit& the random distribution of the lesions seen in 
other parts of the nervous system in disseminate sclerosis; and that to 
suppose two portions of the ner\'e may be affected while an intermediate 
portion entirely or largely escapes, is quite contrary to the liehaviour 
of any nerve whose elements are undergoing a process of primary degener¬ 
ation ; in this case the degeneration is continuous, and does not affect 
two or more portions of the length of a nerve-fibre leaving intermediate 
portions unaffected. 

Two fflnauMi of cases still remain for our considtratidh. In one of 
these, amblyopic defects of vision are complained of by the ^tient, 
attended it may be by‘alterations in the fields of sision on perimetric 
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observation, but in which ophthalmoscopic exbmination /ails to detect 
any abnormality in the optic discs or other parts of the fundus. Such 
eiuies may leu^ us into grave errors of diagnosis, as the failure on 
ophthalmoscopic examination to detect any objective cause for the 
amblyopia may lead us to regard the case as^ one of hysteria; whereas 
the amblyopia may depend on a patch of sclerosis situated in some part 
of the nerve or tracts behind the globe,—^a condition that has not existed 
long enough to lead to secondary atrophy of the tei-mination of ♦'he.yart 
of the nerve which forms the optic disc. The other class of cases consists 
of those in which, though distinct pallor of the disc is obvious on ophthal¬ 
moscopic examination, there is normal acuity of vision. Though sub¬ 
sequently amblyopic defects of vision may be met with in such CFses, it 
is wonderful for how many years the detection of" such a p»41or may 
precede defective vision. Indeed, in the absence of ail- other signs of 
disseminate sclerosis the true significance of the pallor of the optic discs 
may not be appreciated. 

All these disturbances of vision have been traced to changes in the 
optic nerves and tracts ; no sclerotic or other changes in the retina have 
ever been described in this disease. 

Besides the defects of vision, affections of the ocular muscles occur; they 
consist either in nystagmus (see art. “ Medical Ophthalmology,” vol. vi.), 
or in paralysis of one or more of those muscles. In the type of the disease 
portrayed by Charcot and earlier writers, and regarded until the present 
time as the most common, nystagmus is one of the leading features; but 
wo now know that a very hirge number of otherwise typical instances of 
disseminate sclerosis occur in which nystagmus forms no part of the 
clinical picture. Nevertheless, this symptom occurs in about half the 
number of cases of the <lisciise, according to Charcot, and in TO* to 
80 per cent according to Mario; while Uhthoff found it in 58 per 
cent of his cases, and Krafl't-Ebing in 60 per cent of his. The 
nystagmus is usually bilateral, but in rare cases it may bo present 
in one eye only. Most commonly it occurs only when the eyes are 
moved; but it is present sometimes apart from any attempts at voluntary 
movement of the eyes, and consists, as a rule, in short horizontal jerks 
to which some vortical or rotatory tendency may be added. It 
becomes intensified on turning of the eyes to either side, though 
this increase may bo more marked when the eyes are turned in one 
direction than in the other. Similarly, attempts at fixation as an 
object is brought nearer to the patient intensifies it; and, like other 
voluntary movements of the eyes, it may evoke nystagmus when in the 
resting condition of the globes it is not present; or an upward or down¬ 
ward movement of the eyes may bring the symptom about, in the latter 
eSae, however, but rarely; such phenomena we are in the habit of calling 
“nystagmoid” jerks or movements, as opposed to the spontaneous 
nystagmus whfbh requires no such devices to call it forth. ' Nystagmus 
may only occur on turning of the eyes laterally to one side; or, although 
it may occur when turned in either direction, the movement to one side 
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may evoke t» greater ^ degree of unsteadiness than movcmont in the 
Opposite direction. W e must not mistake for the nystaginiis of multiple 
.sclerosis the slight nystagmoid jerks on extreme lateral turning of 
the eyes to one side which are commonlv met with, iiaito a})art from 
or^nic disease of thfi nervous system, in debilitated stiites such a^ con¬ 
valescence from some severe illness; and in iny ex|)erionce it is not 
uncommon to meet* with a similar sbitc of things some years after a 
myelitis which, at the time oi its occurrence, gave rise t<) no symptoms 
otnA* tRan those which commonl 3 ’ result from a transverse lesion of the 
middle or lower thoracic coni. 

Tlfien again Kunn has descriln'd a fonn of nystagmus-like muscle 
disturbance which he calls “ Panstclluiigs/.ittcrn,” in which there is no 
nystagmus while thg eyes are {jarallcl; but on trying to fix a disbint or 
near objdfct som^e jerks are at once evoked as the eyes at first overshoot 
the point, coming too near together at one moment and the next moment 
going too far beyond the fi.xation jmint before finally getting into the right 
position. 

Nor shall we mistake the slight jerky trcmuloiisncss of the glol)e8, 
seen on hiteral deviation in hysterical ctiscs, for the n^vstagmus of organic 
tlisease. The functional form of the condition is commonly associate*! 
with a blinking movement of the lids ; this combination is very character¬ 
istic, and should prevent all chance of error. 

Ocular paralysis may be actually present when the iwtient comes 
under observation ; or it may form part of^tlie previous history, and have 
been recovered from; thus resembling the sbitc «>f things met with in 
tabes. Uhthoff found marked ]>aial 3 'His of ocular muscles in 17 jtGr 
cent of the cases he examined ; and in half of t^csi! tin; character oi the 
paqilysis pointed to its nuclear origin. Isnlatol jKiriih'sis of the sixth 
nerve was more commonly met with than similar aficctioii of the third. 
The power of cc^njiigate movement of the eyes to one side, or of con¬ 
vergence, are most frcr|uently impaired or sometimes lost. When single 
nerves are involved the sixth is most commoni}' afifected on one or Iwth 
sides; less frequently there is progressive paralysis of the thinl, or 
occasionally the fourth may give evidence of defect. 

The pupils are usivlly equal; hut sometimes one is larger than 
the other, or such inequality ma^’ only api)ear on accommodation. 
Failure of the pupil to react on accommodation is more commonly met 
with than loss of its reaction to light; but both conditions are of excep¬ 
tional occurrence. 

Sensory symptom .—Although sensory tlefects are not so jirnminent as 
the motor, in reality they are rarely al>8ent in some form or other. The 
most common disturbance of this kind is a subjective feeling of giddin^, 
which may be one of the earliest symptoms of the affection, and in whigh 
it appears to the patient that he and the surrounding objects are both 
going rounc^ Such'a state of things may persist for Jong periods, or may 
only occur more or less in paroxysms. Patients so affected often find 
that they remain free fsom giddiness as long as they can keep still; but 
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that any movement, even such as putting out t^e arm to reach a book at 
the side of the bed, will bring on ah attack, which, however, passes off 
alter they have remained quiescent for a little while. ' . 

Headache usually occurs in paroxysms; and the pain, though as a rule 
, moderate, may be severe, and may be referred to th# Ijack of the head apd 
down the neck, or to the vertex, or the forehead. Such pain is some¬ 
times associated with vomiting, and there may be unilateral headache as 
in hemicrania in some cases. e 

Of cutaneous sensory disturbances parsesthesise are the most cbmihon, 
and may affect any part of the body, including the areas of supply of 
sensory cranial nerves; though the hands and feet are most conimonly 
affected. The mucous membranes may participate in these defects. 
Probably no subjective feeling is more common thap that of numbness, 
which, though sometimes associated with objective blunting of sensibility, 
commonly exists without the possibility of detection, feelings of pins 
and noodles, or as if the part had gone to sleep, are common ; and various 
feelings of heat and cold occur. Though such sensations give rise to 
discomfort, this is in no way comparable to the distress which is some¬ 
times occasioned by cramp-like feelings, which are likened by some 
patients to a slow twisting and pulling asunder of the parts of the limb 
on a rack. The concomitance of the most marked feelings of numbness 
in the same limb with those excmciating paroxysms of cramp-like pains 
gives rise to mixed feelings of the most distressing character. Sometimes 
pain in the spinal column is complained of, and I have a p;iticnt at 
present under observation who suffers severe psiin in the groin; walking 
always evokes it, but it disiippoars after the patient has rested for a 
short time; the pain, however, comes on spontaneously from time to 
time quite apiirt from movement of the limb. Girdle feeling is i?»ro, 
so are the lancinating pains and gastric crises of tabes. 

Objective defects of sensibility are said to be rare, ^nd true it is, as I 
have said, that with the most pronounced subjective sensations, even of 
numbness, no blunting of sensibility may be detected. It is probable, 
however, that such objective defects of sensibility are oftentimes missed 
as they are so fleeting; so that, although not present on one examination, 
repeated systematic examinations may prove their existence from time 
to time in the course of the disease. It is no uncommon experience to 
find most marked anaesthesia and analgesia in some part one day, and to 
find no trace of it on the next; and so on. I have met with slight blunt¬ 
ing to painful impressions where tactile sensibility appeared to be quite 
normal. All forms of sensibility may be affected, including an inability 
to distinguish heat from cold; and these abnormalities,like the parasthesiae, 
are most commonly found affecting the hands and feet Permanent 
anesthesia may occiur. Hemianesthesia is sometimes met with, and may 
be a hystericid manifestation added to the organic disease; but, on the 
other hand, pepnanent anaesthesia of the kind may depend qn a patch of 
sclerosis in the fillet interrupting the sensory path to the brain on one 
side. Freund found sensibilit}' affected in twenty-one out of thirty- 
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three cases aKamined; in fourteen of these the defect was transitorj, 
while in the others it wjis* lasting. 

Modular sense may be afTcctcd, apart from the existence of cutaneous 
amesthesia or in conjunction with it; all notion of the ^hcruilHiuts of a 
limb or the position df its component segments l>eing lost. Disturluiiccs 
of this kind were present in twenty-two of Frouiul’s cases. 

Superficial refiexfg. —.Striimpell attaches im})ortauco to the fact that 
the abdominal reflexes w'cre itbsciit in 67 per cent of L‘4 cjises of dis- 
sefttna(!b sclerosis; while out of 185 jiersitns with normal nervous systems 
they were only absent in l.'li per cent. In Probst’s series these reflexes 
were not obtsiincd in 73 per cent of the cases. 

Trophic disturbance!^. —Though such ilefects arc iM>t frcipicntly met 
with ift midtiple .sclerosis, some degiec of viiso-motor disturltiince is more 
common %han is genenilly supposed. Of ten wiss's of erytliromelalgia 
recently record^ by Dr. James Collier in the Lano t of 13th August 1898, 
no fewer than five aiul {lossibly six of the {mtients were the subjects of 
disseminate sclerosis. Comparatively early in the course of the disease 
ojdema of the feet and ankles may l»e met with, which may |M<rsisl to a 
slight extent even when the limbs are in the horizoiital position; or 
they may' then <lisappear and only reappear after these {Mirts have been 
dependent for a tima Swelling of joints may occur, cs])ccially the small 
joints of the hands and feet; and blcb-like blisters may occur in the 
skin. There may be abnormal local depression of surface temperature ns 
of a limb, and this may 1)6 attended with sweating. Trophic disturb¬ 
ances of so severe a character as to loid to the danger of luxlsorcs is only 
a part of the final stages of a protracted case in which there is usually 
loss of control over the sphincters ; a condition which has i>lnycd no un- 
imijortant ])art in bringing about this state of affairs. 

The nails may 1)ecome brittle aiul crack; and the hair is said to fall 
out in some cases. 

Muscular atrSphy is one of the trophic defects met with in this 
disease ; but it is only met with in a small group t)f cases. Such atrophy 
may involve many muscles, but is more commonly limited to certain 
groups, especially the small muscles of the band. 

Bladder ami rechd houhlen .—Quito early in the course of multiple 
sclerosis there may ]>e some difliculty in passing water; and, iicconling to 
Oppenheim, the majorijly of coses present some slight degree of vesical and 
rectal trouble. Any marked interference with these functions is, how¬ 
ever, rare except late in the course of the disease, when there may bo 
complete loss of control over one or Imth sphincters. When disorders 
occur early they present a markedly remittent character; and there may 
lie retention or incontinence of urine without any' affection of the anal 
sphincter. , 

Sexual disturbances. —Increased excitability of the sexual functions may 
be met with; but some d^ree of weakness or lo8<| of sexual power is 
more common, and may occur comparatively early in the course of the 
disease. 



